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INTRODUCTION 
 Medicine is the art of healing.  It is the applied science for the diagnosis, 
treatment and prevention of disease. Siddha system of medicine is ahead of other 
system of medicine as this says that medicine is one that prevents death. 
   “kWg;g Jly;Neha; kUe;njd yhFk; 
   kWg;g JsNeha; kUe;njd rhYk; 
   kWg;g jpdpNeha; thuh jpUf;f 
   kWg;gJ rhit kUe;njd yhNk” 
          .. jpU%yh; .. 
This poem implies that a medicine should prevent diseases of body, mind 
and prevent the diseases and finally death. This is made possible by Siddhars who 
are great scientists with the help of Kayakalpam. 
 Siddha system of medicine has a unique theory of etiology, pathology, 
diagnosis and treatment of diseases. These are based on ‘Tridosha theory’ that 
includes Vadham, Pitham and Kabam and ‘Panchabootham theory’ that include 
the five elements. 
“kpfpDk; FiwapDk; Neha;nra;Ak; EhNyhh; 
   tspKjyh vz;zpa %d;W”.  
These doshas can be vitiated by many causes.  Medicine is aimed to cure all 
the aspects of the disease. 
“Neha;ehb Neha;Kjy; ehb mJ jzpf;Fk; 
   tha;ehb tha;g;gr; nray;” 
--jpUts;Sth;  
According to this, one should diagnose a disease and its  basic etiology  
with careful history taking and examination and this cause should be treated. 
 Diseases are classified as 4448 by Siddhars. In this Karappan is explained 
by ‘Yugi Vaithiya Chinthamani’ as 7 types. In this “Vadha karappan” is taken for 
study. 
 
 
 Vadha karappan can be correlated with ‘Eczema’ in modern medicine.  
Karappan is one the most common dermatological disease. This accounts for a 
great deal of misery, suffering and economic loss in the society. Moreover this 
causes psychological disturbances and has remissions. Patients who suffer from 
atopy in childhood suffer with eczema in their adult life. 
The studies revealed that prevalence of eczema is 115.56 per 1000 and this 
increases year by year. Drugs prescribed for eczema like immune suppressants and 
anti-histamine further cause side effects. 
 So the author have selected the disease “Vatha Karappan” for her 
dissertation work to study the incidence, etiology, aggravating factors, course of 
disease, prognosis, diet and preventive aspects.The work is carried out OPD and 
IPD of Government Siddha Medical College and Hospital, Palayamkottai. The 
drugs selected are 
 1. Internal medicine 
Amirtha Kandhi Kukkil Valladhi – 500mg (tds) 
  Ref – Agathiyar Vaidhiya Valladhi 600 
2. External medicine 
 Sivappu ennai 
               Ref – Sirappu Maruthuram 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
AIM AND OBJECTIVES 
AIM 
To evaluate the therapeutic efficacy of AMIRTHA KANDHI KUKKIL 
VALLADHI”(Internal) and “SIVAPPU ENNAI”(External) in “VADHA 
KARAPPAN”. 
OBJECTIVES 
 To arrive at a clear cut idea about incidence of disease in people of 
different age, life style, occupation, socio-economical status, family history  
and seasonal variations. 
 To expose the diagnostic methods of  Siddha with the aid of Siddha 
principles. 
 To know how the  disease alters the normal conditions under the topics of 
Mukkurtram, Poripulangal, Envagai thervugal, Ezhu udar kattugal, 
Neerkuri and Neikuri. 
 To know the extent of correlation of etiology, classification, signs and 
symptoms of Vadha Karappan in Siddha aspect with Eczema in modern 
medicine aspect. 
 To evaluate the bio-chemical, analysis, pharmacological studies of the trail 
drugs. 
 To use the modern diagnostic parameters to confirm and follow the 
progress of the disease. 
 To insist dietary restriction and yoga along with medicine to achieve best 
results. 
 
 
 
 
 
 
 
 
 
REVIEW OF LITERATURE 
SIDDHA ASPECTS 
 In Siddha System of medicine, Pancha Bhootham  plays a vital  role in 
disease pathogenesis and also in treatment. The skin is a part of one of the 
panchabhoothams- prithivi (Earth).It is mentioned as  
‘Nrug;gh rlkhr;R kz;zpd; $W 
nrwpkaph;Njhy; vd;gpiwr;rp euk;ige; jhFk;” 
        rjfehb 
 Based on Panchabhoothams, skin a combination of Mann + Theyuand the 
properties of Theyu are sleep, thrist,appetide, fear and unifacation  that may affect 
the skin.  
Tactile sensation of skin is due to vayu that is explained in Thirmoolar naadi as 
‘tsg;gq;Nfs; G+kp trpf;Fk; ehrpapy; 
fsg;gkhk; td;dpjhDk; fz;zpdpNy 
msg;ghkh kg;Nghtlq;fpLk; ehtpdpy; 
gsg;gey; thATk; ghprpf;F Nkq;FNk” 
 Vadham is a  combination of vayu+ veli. So any derangement of vayu 
affects vadham. Moreover inTheraiyar pinimudhar kaaranam it is explained as 
                        “thjkyhJ NkdpnflhJ” 
 Kabam is the predominant uyirthadu that is affected in Vadha Karappan 
.Later this affects pitham and vatham. 
In Siddha System,etiology,pathology and treatment  of Vadha karappan are 
explained in detail. 
 
Neha; ,ay;: 
 Njhypy;jpkph;> FU> Gz;> jbg;G> Mfpa FwpFzq;fis cila 
gilfis cz;lhf;fp> mt;tplq;fspy; tPf;fk;> nfhg;Gsq;fs; fz;L my;yJ 
nrjpy; Nghd;W Njhy; RuRug;ghfp Njhypd; ,aw;if epwj;ij NtWgLj;jp 
rpyNtis ntbg;Gz;lhf;fp ePh; frpjy; Mfpa FwpFzq;fisf; fhl;Lk; 
Njhw;gpzpia fug;ghd; my;yJ fug;gd; vd;W $Wth;. 
 
 
 
Neha; tUk; top:(Aetiology) 
‘Vohd fug;ghdpd; cw;gj;jp Nfsha; 
   Vw;wkha; khkprq;fs; Grpf;ifahYk; 
$ohd fk;Gjpid tuF rhik 
nghbjhd; fpoq;Ftif aUe;jyhYk;> 
ghohd ngz; khia jd;dpw; rpf;Fk; 
ghq;fhd tpufj;jhy; Kaw;rpahYk; 
jhohd gz;lq;fs; rikj;Jj; jpd;dy; 
jhf;FNk fug;ghd; jd; rhay; jhNd 
rhayha;j; jdf;Fj; jhd; %j;j ngz;izj; 
jhtpNdhh; jho;r;rpahq;rhjp jd;dpy; 
fhayha;f; fye;Jz;Nlhh; fyfk; nra;Njhh; 
fw;Gila kq;ifaiuf; fUjpNdhh;fs; 
thayha; tho; kuj;ij ntl;bNdhh;fs; 
kUj;Jth;fs; tz;zh; ehtpjh;fs; $ypf; 
$ayha;f; nfhlh Njhh;fs; FUepe;jpj;j 
nfhLk;ghtp fug;ghdpw; Fwpf; nfhs;thNu”. 
 
       -A+fp itj;jpa rpe;jhkzp 
       (fug;ghd; Nuhf epjhdk;) 
 
• Excessive intake of meat, Pennisetum, Seteria, Paspalam and panicum tuber 
causes eczema. 
• Antisocial activities - Affects mind and skin causing karappan 
‘ngUFQ; Nrhs kpWq;Fk; ngUq;fk;G 
                  tuF fhUld; thioapd; fhNahL 
ciunfhs; ghfy; njspw;W kPd; cz;bby; 
                 tphpt jha;f;fug; ghDkp Fe;jNj” 
        rpj;j kUj;Jt rpwg;G 
• This poem specifies the dietary relations with the karappan disease. 
• Bitter gourd, ragi, maize, unripe banana, fish aggravates the disease. 
 
 
‘rq;ifapy; tp\ fug;ghd; tUkhNwJ 
   rhuKld; fpUkp tpOe;jd;ikNaJ 
cl;bzNk mjpfk; tUkpe;jphpa Nghfj;jh 
   YoWJUfp aj;jpapNyNtT nfhz;L 
el;lzkha; nte;j njhU kr;ir jd;dpy; 
   ehl;lkpl;l fpUkpaZFk; NghJ 
kl;LlNd fpUkpnay;yhk; gwe;jq;Nfwp 
   tifAlNd khq;fp\j;ijj; Jisj;J NkTk;” 
 
‘jpl;lKld; tpl fug;ghd; gwe;J NkNy 
   jpdTlNd guguj;Jr; nrhwpAz;lhNk 
gay;nkhopaph; Njfj;jpy; fpUkpjhNd 
   gue;JVtp Fl;lk;Nghy; Gs;spfhZk; 
kayJTq; fpUkpAe;jhd; ele;J Gf;fpy; 
   NkdpaJ rurnud ntbj;Jg; Gz;zhw; 
fay; ngUFk; #oy; kltPh; nrhy;yf; Nfsph; 
   fufuj;Jr; nrhwp ngUFq; fug;ghd; jhNd” 
         FU ehb E}y; 
 Excessive sexual indulgence aggravates Azhal thathu which inturn affects 
the Kozhuppu and Thasai of the sevan udal kattugal. The micro organisms enter 
through these affected thathus and cause the disease Karappan. 
 
‘thjgpj;jq; fgkpit %d;wth; 
   NwJ thy;ntsp thy;kpb ahtpdh; 
Nfhij ahuba ghh;itah; thw;Fsph; 
   Ngj ephpit ahYd NgRNfs; 
Ntff; fhw;wjpdh; gid nty;yj;jhy; 
   ghf kpf;fyhd; Nkjpg; ghnta;ayhy; 
jhfkhdp tUf;f jprhh;jyhy; 
   Nghf thio tOjiy Ks;spf;fha; 
fhAk; gy;yplj; jhw;Ruj; jhw;fspy; 
   vAk; tz;nlhyp ahy;tUNk Jntsp 
 
 
Fb ey;ywpthd vUtpdhh; 
   ad khdfug;ghd; tiffNs 
       guuhr Nrfuk; - rpuNuhf gFjp 
• Living in torrid climate and cold weather. 
• Drinking contaminated water 
• Airborne infection 
• Excessive intake of palm jaggery and brinjals, plantain etc ., 
• Poisonous bites are the factors. 
 
Neha; vz;: (Classification) 
  ‘vz;gJ fug;ghd; jd;id apak;gpLkhW NfsPh; 
   ez;gpL; thjk; gpj;jk; eyk;nfl;Lj; jhdk; tPq;Fk; 
  Gz;gLk; fuq;fs; re;J Giye;jply; fLj;J NehFk; 
   td;ikAld; ntbj;J #iy tUtJ uzkPnjd;Nd” 
        mfj;jpah; uz E}y; 
It was mentioned that Karappan was classified into 80 types 
‘tpsk;gpL thjNehT vz;gJ ehYkpff; 
   cs;sq;fs; rd;dp Kg;gj;Njhq;Fly; thAnkl;L 
foq;fK Kg;gj;njO fug;gD kWgj;jhW 
   jdq;nfhs;sgpUjp ehY rhw;Wis Fwitnal;l”. 
         mfj;jpah; 2000 
Karappan are 66 innumbers . But the names were not given 
‘Mnkd;w fug;ghd; jhd; VOtpjkhFk; 
   mlq;fhj thjj;jpd; fug;ghNdhL 
fhnkd;w fz;lkhq; fug;ghdhFk; 
   fUfpa Njhh; twl;rpahq; fug;ghNdhL 
Njnkd;w jpkph;thj fug;ghd; ehYk; 
   rpurpdpNy ngUq; fghyf; fug;ghd; 
Nfhnkd;w gpj;jkhq; fug;ghNdhL 
   nghpa Nrl;Lkf; fug;ghd; ngah;jhNd”. 
       -A+fp itj;jpa rpe;jhkzp 
 
 
1 thj fug;ghd; 
2 gpj;j fug;ghd; 
3. fg fug;ghd; 
4. jpkph;thj fug;ghd; 
5. fz;l fug;ghd; 
6 fghyf; fug;ghd; 
7. twl;rp fug;ghd; 
‘nrg;Gthjf;fug;gd; Nrh;tul;rpfug;gd; 
   ntg;GWk; ngUq;fug;gd; tpuw;wpkph;thjnkd;Dk; 
fg;GWfug;gNdhL fghyj;jpw;Nrh;fug;gd; 
   jg;GWtp\ghfj;jpw; rhh;e;jpULq;fug;ghdhNk. 
fug;GWilfug;gd; fue;J nfz;ilf;fug;gd; 
   Jug;GWnrhwpfug;gd; J}q;fpLfug;ghNdhL 
epug;gtPq;Ff; fug;ghNdhL mlh;fhzhf;fbf;fug;ghd; 
   mhpg;GWfug;ghNdhL mlh;fhzhf;fbf;fug;ghd; 
fbj;jpLnrq;fug;gd; fUJ%yf;fug;gd; 
   mLj;jRFzpfug;gd; mow;Wnfhs;spf;fug;gd; 
Jbj;jnfhg;Gsf;fug;gd; Njhd;Wfz;lf;fug;gd; 
   neLj;jw;fug;gNdhL ePs;nghj;jjpf;fug;ghdhNk 
MFq;fhjpw;fug;g dhkpUj;J %d;wpy; 
   thFWFzq;fNshL kUtpLkUe;Jrpq;ifr; 
NrfuhhpaNfhdhd nrfuhrNrfud;wd; 
   XifNrh;e;jpLtjw;fh Ayfpdh;f;Fiuj;jhNk”. 
       -nrfuhrNrfu itj;jpak; 
1 thjfug;ghd; 13 J}q;Ffug;ghd; 
2 twl;rp fug;ghd; 14 tPq;Ff; fug;ghd; 
3 ngUq;fug;ghd; 15. ntb fug;ghd; 
4 jpkph;thj fug;ghd; 16 mhp fug;ghd; 
5. fghyf; fug;ghd; 17 fhzhf;fb fug;ghd; 
6. tp\ghf fug;ghd; 18 nrq;fug;ghd; 
7. Gil fug;ghd; 19. %y fug;ghd; 
 
 
8. nfz;ilf; fug;ghd; 20. mRFzp fug;ghd; 
9. nrhwp fug;ghd; 21. nfhs;sp fug;ghd; 
10. nfhg;Gsf; fug;ghd; 22 fz;l fug;ghd; 
11. fw; fug;ghd; 23. nghjp fug;ghd; 
12. fhjpw; fug;ghd;   
‘gLtd; Kg;gj;jpuz;L gUnthU ehw;gj;njhd;W 
  KLfpLk; tp\gkhW Kw;W NthGrp %d;We; 
                 jpLf;fpLk; gPyp %d;W rpurpdpw; rpte;jp nrhy;yp;y; 
          fLfpLik gj;jhW fug;ghd; nkd;gj;ije;J” 
-FUehb rh];jpu E}y; 
Karappan wasclassified into 85 types 
‘ehslh ehw;gJ ehY E}W 
   eaKlNd ehw;gj;J vl;LNuhFk; 
ghug;gh thjkJ vz;gj;J ehY 
   gUf;fNt gpj;jkJ ehw;gj;J vl;L 
jhug;gh Nrj;Jkq;fs; njhz;Z}w;whW 
   gPypAlDW trpa kQ;rjhFk; 
nghhpfug;ghd; njhd;D}W nfz;ilgj;J”. 
      -,uj;jpd RUf;f ehb E}y; 
Karappan was classified into 90 types 
‘nrq;fug;ghd; mdy; fug;ghd; jhDk; kz;ilr; 
   rpuq;Fgz;Zk; mhpf;fug;ghd; nghhpfug;ghd; 
mq;fkjp nyOfug;ghd; jhDkpf;f 
   msuhk;cjp uf;fug;ghd; fl;bNahL 
nghq;fkha; tPq;fp fug;gh De;jhd; 
   Gfyhpa rl;;iljb ntbf ug;ghd; 
rpq;fKf vhpf;fug;ghd; thj gpj;jr; 
   Nrj;kNjhl fug;ghd; gjpndl;lhNk” 
      -gjpnzd; rpj;jh; ghythfl jpul;L 
 
 
 
 
1. thj fug;ghd; 
2. gpj;j fug;ghd; 
3. fg fug;ghd; 
4. mhp fug;ghd; 
5. XL fug;ghd; 
6. #iy fug;ghd; 
7. ntb fug;ghd; 
8. kz;ilf; fug;ghd; 
9. rl;ilf; fug;ghd; 
10. CJ fug;ghd; 
11. fUq;fug;ghd; 
12. nghhpf;fug;ghd; 
13. nfhs;sp fug;ghd; 
14. Njhl fug;ghd; 
15. thiy fug;ghd; 
16. tws; fug;ghd; 
17. tPq;F fug;ghd; 
18. nrq; fug;ghd; 
Nkw;$wpa tiffs; ghyh;fspy; fhzg;gLfpwJ. 
fug;ghd; Nehapd; nghJf;FwpFzq;fs; 
(General Signs and Symptoms) 
‘vz;gJ fug;ghd; jd;ikapak;gpL khW NfsPh; 
   ez;gpLk; thjk; gpj;jk; eyk;nfl;Lj;jhdk; tPq;Fk; 
Gz;gpLq; fug;ghd; re;J Giye;jply; fLj;J NehFk; 
   td;ikAld; ntbj;Jr; #iytUtJ uzkPnjd;Nd” 
‘cidQ;RNk tapWjhd; rPjq;fhZk; 
   c\;zkha; %j;jpue;jh KUq;fp tPOk; 
midQ;RNk aq;fnky;yhk; nrhhpAz;lhk; 
   moyhf ntJk;gyha;f; iff;fhNyhAk; 
GifQ;rNkdp ypq;fj;jpw; Gz;NghY Uf;fpg; 
   nghbg;nghbaha; Rz;zhk;Gf; fw;Nghy tPOk; 
fisQ;RNk ePNuhL kyKq;rpf;Fk; 
   frpANkfug;ghdhk;”. 
        -mfj;jpah; tpuzE}y; 
 
 
 
• Swellingall over the body 
• Pain in the joints of the body 
• Body temperature raises 
• Appearance of papules, vesicles whichburstleads to ulcer formation 
• Oozing from the lesion 
• Itching all over the body 
• Scanty micturition and Constipation. 
 
VATHA KARAPPAN 
 
 The signs and symptoms of Vatha Karappan 
‘nfhs;sNt clk;ngy;yhk; ntJk;gha; nehe;J 
  File;JNk kpfr; Rue;J tPf;fkhFk; 
tps;sNt Njfnky;yhk; Gz;Nghy; nehe;J 
  ntbj;JNk Gz;zhFk; tpuy;fs; re;J 
Ks;sNt Klq;fpNa euk;G fhZk; 
  Nkhopfs; gf;fkpf;f ,lkpf cyh;e;J 
ks;sNt NkdpaJ tuz;L fhZk; 
  thjkhq; fug;ghd;wd; td;ikjhNd” 
 
       -A+fp itj;jpa rpe;jhkzp 
 
 
 
 
 
 
ELUCIDATION 
thjfug;ghd;  -  fUq;fug;ghd; – eczema which is black 
thjk; - ce;jpapd; fPo; gpwe;J  clk;G KOtjpYk; gutp Rthrk;> grp> jhfk; 
KjypaitfSf;F Mjhukhf ,Ue;J gy tpfhuq;fis Vw;gLj;jp 
nfhz;bUf;Fk;Kg;gzpfspy; xd;W 
 -One of the three  humours occupying the regionbelow  the navel. It is responsible 
for all movements in the body. It spreads throughout the body and  causes 
respiration, hunger and thirst . 
fug;ghd; - nrhwp> Gz;  Kjypaitfspd; tif 
                 -Namefor  any eruption or other skin disease such as rash, eczema 
thjfug;ghd; - thj Fw;wf;Nfl;il Kjd;ikahf nfhz;l Xh; tif      
fug;ghd;  Neha; 
clk;ngy;yhk; - clk;G – Body 
ntJg;gha; - ntJg;G – gentle  heat 
nehe;J - gytPdk; - weakness due to severe  pain 
File;JNk - File;J – Filjy;- feeling of continuousboring  
pain 
Kpf - excess – more 
Rue;J - Ruj;jy;> ,iltplhJ nrhhpjy;> cz;lhjy;> CWjy;  
tPf;fk; - Cjy; swelling 
G+hpg;G  
Njfnky;yhk;  - clk;G - the physical character of body 
Gz;Nghy;  - Pain as in ulcer 
ntbj;JNk - ntbj;jy; - gpsj;jy; - being split, being cracked 
Gz; - Ulcer 
tpuy;fs; - Fingers 
  
 
 
re;J - %l;L (m) nghUj;J – Joint 
gpsg;G – gap 
ntbg;G – fissure  
Ks;sNt - jilgLjy; 
Klq;fpNa - Klq;fy; - being hindered 
euk;G - ehb – artery 
fhhpuj;j Foy; - Vessel carrying black blood, 
veinclypYs;s Foha; - any duct in the body 
nkhopfs; - nkhsp – Joints  
nkhO – tPf;fk; -  swelling 
gf;f kpf;f 
,lk; 
- adjacent sides 
cyh;e;J - fha;e;J> thb –dryness 
Nkdp - cly; - body 
epwk; -colour 
rh;kk; - health skin 
twz;L - twl;rp – dryness 
tz;ik - moF – beauty  
 - Fzk; - Quality , property 
 
According to Agasthiar, 
‘tPq;Fq;Fj;jp kpfTioe;J 
   tplk; NghYlye; jpkph;e;J nfhz;L 
mq;fkh Gz;zpy; ryk; tpOe;jh; 
   yJTe; jpzT nrhwp nra;apy; 
ePq;fpr; nry;Nt jPuhJ 
   neLehl;glNt krfp epw;Fk; 
Njq;fr;Rl;Lg; Gifj;Jtplj; 
   jPUk; thj fug;ghdNj” 
‘nehe;Jjhd; fzj;Jkpf;f 
   NehTilg;Gz;fs; jd;dpy; 
 
 
te;J ty;yhAjq;fs; 
   tL tpwj;ijj; jplj;jpy; 
re;J jho;nkhop ngUe; 
   jdrT jhdq;fhsfpw; 
te;Jjhd; njhLf;FQ;Nrjp 
   thjkhq; fug;ghdhNk”. 
        -mfj;jpah; 2000 
• Swelling all over the body 
• Pain in the body 
• Numbness 
• Itching over the affected area 
• Oozing from the crushed vesicles 
• Ulcers formation 
• General debility 
 
‘clk;ngy;yhk; ntJk;gpnehe;J cise;Jfhy; re;Jiff 
  splq;fspw;Rue;JtPq;fp apUe;Jgpd;Dthjpahfp 
Klq;fpNatuz;L Njhd;wp Kw;wpNa ntbj;Jg; Gz;zhk; 
  ,lq;nfhlhf;fug;gd;thj Fzkpnjd;wpak;gyhNk” 
‘re;Jjhs; nkhopnghUj;Jj; jhdq;fSe;JtPq;fp 
  te;Jjhd; Gz;Nghw;fhak; tUe;jjpNaapUe;Jthb 
nehe;Jjhd; fdj;Jtw;wp NehTld; nrhwpAz;lhFk; 
  ,e;j Neha; jhDk; thj fug;gndd;wpAz;lhFk; 
‘,Ue;njOe;jpUf;Fk; NghJ kpaw;Wq;fhy; fuq;fs; re;J 
  tUe;jplj;jpkph;j;J tPq;fp tuz;bbt;ntbj;Jg; Gz;zhk; 
jpUe;jpatq;fe;jhDk; nrakwg;nghUkhfpy; 
  tUe;Jkpf;Fzq;fs; fz;lhy; thjkhq;fug;ghdhNk” 
‘nehe;Jfd;wpajyj;jpy; NehTilGz;fs; jd;dpy; 
  te;Jty;yahjq;fs; tYTwj;ijj; jlj;jpy; 
re;Jjhd; nkhopnghUe;Jj;jirTq;fs; jpNyahfpy; 
  te;Jjhd; njhLf;F nka;apy; thjfug;ghndd;wwpayhNk”. 
 
 
‘fz;Ze;J}q;fpeLTe;jp fdj;Jr;Rue;JntJk;GKly; 
  ez;Ze;JilAq;fdjpkpuha; iee;NjjiyAq; fpWfpWf;Fk; 
kz;zpw;gpwe;Njhh; jq;fsplk; te;NjtUe;jkaf;fpLfpy; 
  vz;zpthjfug;gndd ,JTk; Ngyhnkd;whh;” 
- nrfuhrNrfu itj;jpak; 
 The body temperature raises 
 The lesion start as dry vesicles and later becomes exudative in nature 
leading to ulcer formation with secondary infection 
 The lesion are highly itching in nature 
 Pain and swelling in the affected areas of flexures of upper and lower 
limbs  (like wrist, knee, ankle joints, etc.,) 
 Difficulty in walking due to swelling in the joints 
 In severe cases extreme drowsiness, oedema of lower abdomen are seen. 
 The lesion show recurrence and come on  and off. 
‘njwpf;Fk; tPq;FKlntq;F Nkjpkph; fLg;gjhfpaOe; NjfNkw; 
nghwpg; gwe;njdNt Gz;zhfpajp Nybtbj;jjpf nghq;fkha; 
KWf;fpNa Rukhfp ehtJ twz;L NehaJ Kjph;jpby; 
Ntwpf; fUq;Foyp khJthj fug;ghnddg; Gfy;th;Nktpl;”. 
      -gjpnzd; rpj;jh; ghythflh jpul;L 
 
 Pain and swelling all over body 
 The pustules burst to form the ulcers 
 Discharge of pus and blood from the ulcers. 
 Excessive body heat 
 Dryness of the tongue 
‘re;J fhy;nkhsp nghUe;Je; jhdq;Fise;J tPq;fp 
   te;Jjhd; Gz;Nghw; fhAk; tUe;jpNa apUe;J thLk; 
nehe;J jhdpw;f nthl;l NehAld; ntg;Gj; Njhd;W 
   kpe;j Neha; tUfpy; thj fug;gndd;wwpayhNk” 
       -mfj;jpah; MAs;Ntjk; 
 
 
 
 Pain and swelling in the affected upper and lower limbs 
 Formation of vesicles, pustules which burst leads to ulcers formation 
 Excessive itching and oozing from the lesion 
 Body temperature raises  
 Pain increases on standing. 
 The lesion shows recurrence and come on and off. 
mfj;jpah; thflk;: 
‘jiyAq;fdj;J Fuy; nehe;J 
   jWfh Jlk;G jpkpUz;lh 
AidAq; fhYk; tPf;fKkh 
   AisahjpUf;F KWg;GisAk; 
tisAk; rhPuk; Neha; kpFe;J 
   tYit Fiwj;J tuz;NlWk; 
RiyAq; nra;Ae;jPuhJ 
   Nfha; fug;ghdJ thNk 
re;Jjhd; nkhop nghUj;Jj; 
   jhdq;f Kise;J tPq;fp 
te;Jjhd; Gz;Nghy; fhak; 
   kaq;fplTyh;e;jhYk; 
nehe;Jjhd; jpUk;NghJ 
   NehAld; ntg;Gj; Njhd;Wk; 
ae;j Neha; thpNy thj 
   fug;ghndd epidf;fyhNk” 
 
 Head ache 
 Hoarseness of voice 
 Numbness 
 Swelling 
 Weakness 
 Pain and swelling in the joints 
jd;te;jphp thflk;: 
  ‘fz;Ze; Jhq;fp eLce;jp 
   fdj;Jr; Rue;J ntJk;GKly; 
  ed;De;JilAq; fdj;jpUf;Fk; 
   rw;NwAlk;G fpWfpWf;Fk; 
 
 
  kz;zpy; gpwe;jhH jq;fSly; 
   te;Nj tUe;jp kaq;fpLfpy; 
  vz;zpy; thj fug;ghndd 
   wpis Nehawpe;J nfhs;tPNu” 
 Lethargy, Lassitude 
 Heaviness and swelling of abdomen 
 Pain in the joints 
 Crusted vesicles, resulting in the ulcer. 
tp\thj fug;ghdpd; Fzk;: 
‘Kfnkyhkod;W iffhy; tapnwwpe;Nj 
Alk;ngyhQ;rpW fLg;gh KLf;f ePUk; 
 Gfyhpa kQ;ryjha;j; Njfnkq;Fk; 
  nghUe;jpNa FspHtPRq; fhAk; tPq;Fk; 
 ,fypuz;lhe;juk; tPq;fpaJTe;jpU 
  kpdp %d;WKiw tPq;fp rhthk; thj 
 Etpy; fug;ghndLjpuLfp tpLGF iffhy; 
  nehe;J fLj;jpLk; Gz;zha; NehFe;jhNd 
 Nehf;fpAld; wiywpy; typAz;lhf;fp 
  Ehh;j;J ke;jpj;jpUf;f ntOk;g nthl;lh 
 ghHf;fpy; tp\ghfj;jpy; thjk; te;J 
  gw;;wp gpbtf; Fzkhk; gfU Nehia” 
 Pain 
 Burning sensation in the hand and feet 
 Yellowishdiscoloration of the skin  
 Chills 
 Fever 
 Swelling 
 Head ache 
Prognosis of Karappan  
(rhj;jpak; - mrhj;jpak;) 
‘%h;f;fkhk; rhj;jpaj;ij nkhopaf; Nfsha; 
   nkhopfpd;w thj fug;ghd; wd;NdhL 
 
 
Ch;f;fkha; gpj;j fug;ghDkh Fk; 
cah;fpd;w twl;rpahq; fghyf; fug;ghd; 
jh;f;fkh apJehYQ; rhj;jpakhk; 
   jSf;fhd jpkph;thjf; fug;ghd; fz;lk; 
ePh;f;fkhQ; Nrl;g fug;ghd;wd; NdhL 
   nrg;gpaNjhh; ,J %d;Wk;mrhj;jpakhNk” 
       -A+fp itj;jpa rpe;jhkzp 
 
rhj;jpak;     mrhj;jpak; 
1.thj fug;ghd;    1.jpkph;thj fug;ghd; 
2.gpj;j fug;ghd;    2.fz;l fug;ghd; 
3.twl;rp fug;ghd;    3.Nrj;Jk fug;ghd; 
4.fghy fug;ghd; 
DIAGNOSIS 
 This is based on history and examination by Envagai thervu 
Envagaithervu : 
‘nka;f;Fwp epwe;njhdp tpop ehtpUkyk;; iff;Fwp” 
          -Njiuah; 
  ‘ehbg; ghprk; ehepwk; nkhop tpop 
   kyk; %j;jpukpit kUj;JtuhAjk;” 
     -Neha; ehly; Neha; Kjy; ehly; jpul;L 
       Kjy; ghfk; 
‘ePba tpopapdhYk; epd;w ehf;Fwpg;gpdhYk; 
   thba NkdpapdhYk; kynkhL ePhpdhYk; 
$batpahjp jd;idr; Rfk; ngw mwpe;J nrhy;yNy” 
     -mfj;jpah; itj;jpa ty;yhjp -600 
Thesepoems indicate that Envagai thervu include  
1 Naadi (Pulse) 
2 Sparisam (Tactile Sensation) 
3 Naa (Tongue) 
4 Niram (Colour) 
 
 
5 Mozhi (Speechor voice ) 
6 Vizhi (Eye) 
7 Malam(Faeces) 
8 Moothiram (Urine) 
1.Naadi (Pulse reading) 
 This is a very importantdiagnostic criteria 
Method of pulse reading 
‘fhpKfdbia tho;j;jp 
   ifjdpy; ehb ghh;f;fpy; 
ngUtpuyq; Fyj;jpy; 
   gpbj;jb eLNt njhl;lhy; 
xUtpu Nyhby; thjk; 
   cah; eLtpuypw; gpj;jk; 
jpUtpuy; %d;wpNyhby; 
   rpNyj;Jk ehb jhNd” 
      -mfj;jpah; ehb E}y; 
 So the pulse is read on index, middle andring finger as vadham, pitham and 
kabam.Though pulse can be felt in ten places, the commonest place is radialartery.  
 In patients of vadha karappan pulse is  
 Vadhapitham 
 Kabam 
 
‘jhdKs;s Nrj;Jke;jh dpsÉpy; ntg;G 
          rakPis ,Uky;ke; jhu fhrk; 
              <dKWQ; re;eptpl Njhlk; tpf;fy; 
            ,Uj;Nuhfq; fug;ghd; tpuz Njhlk;” 
2. Sparisam (Tactile sensation) 
 The roughness,temperature changes, dryness of skin are examined here. 
 In vadha karappan patients, papules, oozing, lichenification,skin cracks 
sometimes ulcers are noted. 
 
 
 
3. Naa (Tongue) 
 Any fissures, coated tongue and taste are noted. 
 In vadha karappan patients tongue is coated in some cases. 
4. Niram (Colour) 
 The colour changes in skin and nail are noted 
 In vadha karappan, hyperpigmented macules are seen. 
5. Mozhi (Speech or voice) 
 Tone of speech (High or lowpitched sound) is noted 
 In vadha karappan patients tone is mostly normal. 
6. Vizhi (Eye) 
 The colour and discharge from eye are noted 
 In vadha karappan patients no changes in eye are found. 
7. Malam (Feaces) 
 In feaces consistency, colour quantity and other discharges like blood or 
mucus are noted. 
 In Vadha Karappan patient hard consistency is noted in some patients. 
8. Moothiram (Urine) 
 i) Neerkuri 
  ‘te;j ePh;f;fhp vil kzk; EiuvQ;rnyd; 
   iwe;jpaYsit aiwFJ KiwNa” 
This poem says that urine should be examines for 
 Niram (Colour) 
 Manam (Odour) 
 Edai (Specific gravity) 
 Nurai (Froth) 
 Enjal (Quantity) 
ii) Neikuri  
   ‘mUe;Jkh wpujKk; mtpNuh jkjha; 
    m‡fy; myh;jy; mfhyT+d; jtph;e;jow; 
   Fw;ws tUe;jp cwq;fp itfiw 
    Mbf;fyrj; jhtpNa fhJ nga; 
 
 
   njhUK$h;j;jf; fiyf;Fl;gl;L ePhpd; 
    epwf;Fwpnea;f;Fwp epUkpj;jy; flNd”. 
Early  morning urine is collected in glass containerand is examined within 1 
hour 20 minutes for colour and a drop of gingelly oil is dropped and changes in 
are noted. 
 The method of spreading may be like snake, ring or pearl indicating 
vadham, pitham or kabham. 
 In Vadhakarappan patients, vadham and kabham Neikuri are found. 
Other parameters 
1. Uyirthadukal 
2. Udalkatukal 
3. Paruva kaalam 
Uyirthadukal 
1.Vadham 
 Also called as Vali or Vaayu divided into ten depending upon location and 
function. 
 These ten vaayu support the function of 10 Nadis. 
1. Pranan 
 Help in inspiration and expiration 
 Control digestion 
   2. Abanan 
 Helps in micturition, defaecation, ejaculation. 
 Assimilation of food 
 Delivery of foetus 
3. Viyanan 
 Originate from skin and spreads also over the body 
 Perceive sensation through skin 
 Maintain circulation and performmovements of the body 
4.Udhanan 
 Take the essence of digested food tothe tissues 
 Speech production and reflex like cough, sneeze, hiccough and 
vomiting. 
 
 
5.Samanan 
 Controls all other vayu 
 Balances six taste, water and food during digestion and helps to 
reach the targettissues 
6.Naagan 
 Intelligence,Learning arts  
 Blinking of eye 
7.Koorman 
 Responsible for yawning,closure of mouth and acts on eyes 
8.Kirukaran 
 Produces salivary secretion and nasal mucosal secretion 
 Produces hunger,sneezing and coughing 
9.Devathathan 
 Responsible for laziness and tiredness on waking up 
 Movements of eyeball 
 Causes one to be enjoyed is fighting quarreling and intense anger 
10.Dananjeyan 
 Swells up from the nose to all over the body 
 Gets expelled in three days after death when skull bursts open 
In Vadha Karappan Pranan, Abanan, Viyanan, Samanan and Devathathan are 
affected. 
2.Pitham 
 It is of 5 types 
1.Anarpitham 
• Located in digestive system and helps in process of digestion. 
2.Ranjaka pitham 
• Increase blood volume and gives red colour to digested food extract. 
3.Saadhaka Pitham 
• Helps in performing an act withthe helpof knowledge, intellect and 
desire  
 
 
 
4.Prasakam 
• Located in skin  
• Give lusture to skin 
5.Aalosagam 
• Located in eyes  
• Perceving the object to the eyes 
In some Vadha karappan patients, Anarpitham, Ranjagam, Prasagam, 
Saathagam are affected. 
3.Kabam 
 It is classified into 5 types 
1.Avalambagam 
 Supports  heart and resides in lungs 
 Supports  all other kabam 
2. Kilethagam 
 Located in stomach 
 Makes food and water softening for digestion 
3.Pothagam 
 Located in tongue 
 Perceive taste sensation of liquidand solid food. 
4.Tharpakam 
  Located in head 
 Cools the eyes 
5.Santhikam 
  Located in joints and provides  lubrication for all movements  
In Vatha Karappan patient Avalambagam is affected 
 
Udal thadukal 
1. Saaram Helps in rejuvenation of body and 
mind 
Affected 
2. Seneer Intelligence,power,luster,longevity Affected 
 
 
3. Oon Provides shape of the body and bone 
growth 
Normal 
4. kozhupu Provides lubrication Normal 
5. Enbu Maintains the framework of the body Normal 
6. Moolai Found inside the enbu,softness Normal 
7. Sukilam/ 
Suronitham 
Helps in producing similar type of 
offspring 
Normal 
 
Paruva Kaalam (Seasonal Variation) 
  The whole year is divided into six seasons.Dependingupon season, 
somedisease predominate. 
S.No Kaalam Kuttram Suvai 
1 Kaar kaalam 
(Aug  16 – Oct 15) 
Vatham 
Pitham 
Enippu 
Pulippu 
Uppu 
2 Koothir Kaalam 
(Oct  16-Dec 15) 
Vatham 
Pitham 
Enippu 
Kaippu 
Thuvarppu 
3 Munpani kaalam 
(Dec 16- Feb 15) 
Pitham Enippu 
Pulippu 
Uppu 
4. Pinpani kaalam 
(Feb 16- Apr 15) 
Kabam Enippu 
Pulippu 
Thuvarppu 
5. Elavenil Kaalam 
(Apr 16- Jun 15) 
Kabam Kaarpu 
Thuvarppu 
6. Muduvenil kaalam 
(Jun 16- Aug 15) 
Vadham  
Kabam 
Enippu 
 
 
Thannilai Valarchi 
Vetrunilai valarchi 
Thannelai 
 
 
 
 
Pathology (Mukkutra verupadugal) 
 ‘kpfpDq; FiwapDk; Neha;nra;Ak; E}NyhH; 
 tspKjyh vz;zpa %d;W” 
-jpUf;Fws; 
 
 This line proves that changes in equilibrium of three humours(vadham 
pitham, kabam) causes disease. 
 According to siddha system, diseasesare due to seven bodily humours and 
the three vital humours.These humours may be altered from its functions. 
  Failure to digest allergic food stuffs and the disturbed mind results in 
improper digestion producing MANDHAM .The vaayu samanan joins with 
mandham resulting in the formation of aamam .This aamam disturbs the functions 
of Pitham. 
  Ranjaka pitham and Prasaka pitham  functions are distrubed resulting 
in loss of colour and complexion of the skin . 
  Rasadhaathu and Raktha dhaathu are affected by pitham and these 
Dhaathus are responsible for cutaneous manifestations of the skin .The Vaadha 
humour exhibits the features of the disease through skin . 
  Thus, kabham being the prime humour for the disease deranges the 
functions of pitham .This in turn affects Vadham and the disease is exhibited out 
by Vadham humour . 
‘thjkyhJ Nkdp nflhJ” 
       - Njiuah; 
 
  All the humours are deranged in their functions  affecting saaram and 
seneer. 
 Further more diet and climate also causes this disease. 
Differentialdiagnosis: 
1.gpj;j fug;ghd; 
‘jhdhff; fz;J}q;fp eLT ce;jp 
   jsh;e;JNk cl;fhh;e;J ntJg;Gz;lhFk; 
 
 
J}zhff; fpWfpWf;F KlyhQ; NrhUk; 
   Nrhhpe;JNk clk;G kQ;rspf;Fk; 
Ntzhf tz;zj;ij ,wq;nfhl;lhJ 
   kpLf;fhd jPgke; jpj;Jg; NghFk; 
Nghdhf CUtJ Nghyf; fhZk; 
   gpj;j fug;ghd; Fzj;jpd; ntw;wpahNk”. 
 
 Drowsiness , Flatulence 
 Fever 
 Itching overthe affected area 
 Yellowdiscoloration of the skin 
 Loss of appetite 
 Lethargy and subjective vertigo 
2.Nrj;Jkf; fug;ghd; 
  ‘ngw;wpaha; ruPukJ ntspwpf; fhZk; 
   Ngr;Rj;jhd; fk;kyha; jhdpUf;Fk; 
  Gj;jpaha; thh;j;ijaJ nghWf;fpf; nrhy;Yk; 
   gpugye;jhd; kpfg;Ngrp %r;Rz;lhFk; 
  vj;jpaha;r; rfyiuANktpy; nfhs;Sk; 
   <isapUky; %r;Rf; fhjpiur;ry; 
  Kj;jpaha; Nkhl;r top KiwKikahFk; 
   Kjph; Nrl;gf; fug;ghdpd; %h;f;fe;jhNd”. 
 
 Pale discoloration of skin 
 Hoarseness of voice 
 Cough, Dyspnoea 
 Tinnitus in the ear 
 
3.fghy fug;ghd; 
  ‘fhzNt fhnjy;yhk; jpdTz;lhFk; 
   fz; jpdthk; fz;le;jhd; fufuf;Fk; 
  G+zNtfz;zPUk; gPisAz;lhk; 
   Ngr;Rke;j %f;fjdpy; ePNughAk; 
 
 
  NjhzNt rpuRjdpw; nrhhpjYz;lhw; 
   Jk;ky; kpfTz;lhFe;Jbf;Fk; new;wp 
  MzNt mz;zhf;fp oYz;lhFk; 
   Myq;fhj fghy fug;ghd;wd; FzkhNk”. 
 Itching over the ear lobes and eye lids 
 Hoarseness of voice 
 Excessivelacrimalsecretionand blenorrhoea 
 Sneezing and Rhinitis 
 Pain in the throat 
 Itching over the head 
4.fz;lf; fug;ghd; 
  ‘jspuhfr; rpunkq;F kpff; fdj;J 
   jiyfhJ kz;inlay;yhe; jbj;J NehFk; 
  espuhf tUj;jp tpf;Fk; ehj;Jbf;Fk; 
   eykhd clk;Gjdpw; nrhhpAkhFk; 
  Fspuhff; Fsph;e;JNk kaph;f;$r;rhFk; 
   $g;gpl;lhy; kpfg;gaf;Fq;$Rq;fz;jhd; 
  fspuhf Kl;nghyf; fz;le;jd;dpy; 
   fufuf;Fk; fz;lkhq; fug;ghdhNk” 
 Headache 
 Swelling and pain in the head and ear 
 Swollen tongue (Macroglossia) 
 Itching all over the body 
 Chillness with shivering 
 Glittering of vision 
 Roughness in the body 
5.twl;rpf; fug;ghd;: 
  ‘fz;lkha; KftPq;Fk; Fj;jYz;lhk; 
   fdkhf clk;ngq;Fk; kpfNt CWk; 
  Jz;lkhAly; gijj;Jr; nrhhpjYz;lhk; 
   NrhUNk nae;Neuk; kaf;fj;jhNy 
 
 
  tz;lfe;jhdpy;yhk Ylk;G tw;Wk; 
   khWghlha; gpjw;wp kWFk; thh;j;ij 
  gpz;lkhf;fp lj;Jz;L GyhNy ehWk; 
   ngUtwl;rp fug;ghd;wd; NghpjhNk”. 
 
 Puffiness of face with pricking pain 
 Swelling and pain over the affected area 
 Itching all over the body 
 Emaciation 
 Disoriented words, foul smell in the body 
 
6.jpkph;thjf; fug;ghd;: 
  ‘td;ikah Al;fhh;e;J vOk;Gk; NghJ 
   tUe;jkha; fhy;iffsp ypLg;Gr; re;J 
  jpz;ikaha;j; jpkph;j;JNk fuL fl;Lk; 
   nrayope;J tPq;fpNa ntbj;Jg; Gz;zhFk; 
  jd;ikaha;r; rlnkq;F KjyhFk; 
   jz;zPh;jhd; kpfj;jbj;Jj; jdpr; #Lz;lhk; 
  cz;ikaha; Nkdpnaq;Fk; cisr; rYz;lhk; 
   cjWNk jpkph;thjf; fug;ghDNk”. 
 Pain in the knee, elbow, wrist, hip, shoulder and fingers during sitting and 
standing  
 Swelling of the joints which burst to form ulcers. 
 Pain all over the body, Lethargy 
 TREATMENT 
 Disease is due to changes in mukkutram affecting body or mind. So 
treatment is aimed in treating both the causes. 
  ‘kWg;gJ cly;Neha; kUe;njdyhFk; 
   kWg;gJ csNeha; kUe;njd rhYk; 
   kWg;gJ ,dpNeha; thuh jpUf;f 
   kWg;gJ rhit kUe;njd yhNk” 
        -jpUke;jpuk; 
 
 
 This poem implies thatprevention of the remission of the disease and even 
death in termed as medicine. So the treatment includes. 
• Prevention 
• Treatment 
Prevention 
 Prevention is very important in this disease as it has remissions. 
 The patients are advised to follow naal ozhukkam, kala ozhukkam and 
pinianuga vithi  
 To overcome depression and anger patients are advised to do pranayama , 
asana and meditation. 
 Diet is advised to avoid allergens and diet to avoid mukkutram changes. 
  “Neha;ehb Neha;Kjy; ehb mJjzpf;Fk; 
    tha;ehb tha;g;gr;nray;” 
        -jpUf;Fws; 
 Sothe treatment is aimed at treating the  Mukkutram changes. 
Line of treatment 
 Purgation 
 Internal medicine 
 External medicine 
 Pathiyam 
 Pranayamam and Asanams 
Purgation 
  The increased  kuttram are brought to equilibrium by giving  
purgation on the first day. 
nfsrpfh; Fok;G-160mg (od at early morning) 
 
Internal medicine 
 From Second day onwards 
 Amirtha kanthi valladhi– 500 mg (tds) 
      Ref: Agathiyar Vaithiyavalladhi 600 
 
 
 
External medicine: 
 Sivappu ennai(Ref: Sirappu Maruthuvam) 
Diet restrictions 
As this disease is mostly due toallergy it is mandatory to givedieteryadvise to 
patients.For this pathiyam is elaborated specifically to karappan by many siddhars. 
Nrhsk;:Sorghum vulgare 
  ‘Nrhsnkdg; Ngh;gilj;j NrhWfsp dhYlypy; 
   kPsr; nrhwp rpuq;F tphpj;jpajhk; - ehSq; 
  fug;ghDk; cz;lhk; fdkUe;Jk; ghohk; 
   gug;gidia fzkhNj ghh”; 
-mfj;jpah;Fzthflk; 
fk;G-Pennisetum typhoideum 
  “fk;G Fsph;r;rpnadf; fhrpdpaw; nrhy;Yth;f;fhd; 
   gk;G nrhwp rpuq;if ghypf;Fk; - ntk;Gk; 
  clypd; nfhjpg;gfw;Wk; cl;gy Kz;lhf;Fk; 
   mlyapwfz; khNk awp.” 
tuF– Paspalum scrobiculatum 
‘vwpfgNjh NlgyNeh; naa;Jk; twl;rp 
nrhwprpuq;F gpj;jq; njhlUk;- epiwAq; 
fufnkdg; G+hpj;jfr;R%iy khNj 
tufhprp Nrhw;why; tOj;J.” 
thio-Musa paradisiaca 
“khe;j nkhL eikr;ry; thjfg Kk;ngUFk; 
ghe;jy; cW fug;ghd;guTq;fhz; - G+e;jlf;if 
ahiog; gopj;j nkhop md;dNk Nfs; etiu 
thio goj;jhy;kjp”. 
“thioapd; fdpaiu thjkha;f;fha;KO 
kUj;Jt uf;fpdp %yk;.” 
         -Njiuah; fhg;gpak; 
ghfy;-Momordica charantia 
‘gpj;jnkhL thj ngUf;ifkpf cz;lhf;Fj; 
jj;Jfug; ghidj; jUtpf;Fk; - gw;wpuj 
jhugh lhze; jidKwpf;Fj; jg;ghJ 
fhuty;yp ahk;ghfw; fha;” 
 
 
fj;jhp-Solanum melongena 
‘gpj;jq; fug;ghd; ngUq;fpue;jp Fl;lkpit 
nkj;jfTkh nka;ayopy; tPWq;fhz;- rj;jhd 
jhJel;l khq;fgq;fhw; rhh;e;j RthrKk; Nghk; 
xJfj;jhpg;goj;jh Yd;”;. 
nfha;ah- Psidium guajava 
‘jphpNjh\k; nrd;dp jpUg;gk; mNuhrp 
ngUke;jk;the;jp ng&%y - fug;ghDk; 
nka;aha;g; guTkyk; nkj;jtpLk; Nghf Kz;lhq; 
nfha;ahgoj;jpdhw; $W” 
Kl;il:Galus domesticus. 
‘thjgpj;jq; Nrh;g;gpf;Fk; td;Nwhlk; Gz;Nghf;Fe; 
jhJit nkj;j jiog;gpw;F- NkhJ 
fgj;ijalf;Fk; fug;ghDz;lhf;F 
kpgj;ijAWq; Nfhop Kl;il naz;“; 
These food stuffs mostly have vadham domination and avoidingthese food 
will help in treating the disease and prevent exacerbations.In general, all the food 
mentioned above have histidine which undergoes decarboxylation and release 
histamine which causes asthma and other allergies. 
Avoid spicy food,narcoticsand sour taste. 
fd;k ePf;fk;: 
 It is described by Agasthiyar 
‘cz;iknad;w fug;ghndhL tz;Lfb Fl;l 
KyfpYs;Nshh;f; ,Jte;j cz;ikNfS 
thwhd ePh;tplk; Nghy te;j Njhl 
khw;wnthL eptph;j;J nrhy;Ntd;kUtpf;NfS 
$whd fzgjpf;F  new;nghhp atYq; 
nfhl;ilnad;w Njq;fha;jhd;gj;JE}W 
tPwhdapsePUk; gj;J E}W 
nts;spnad;w fpoikapNy goe;jhd;E}W 
rhwhd tpsePhpy; Kg;goKk; gpire;J 
 
 
rz;Kfdhh; jikaDf;fgpNlfQ; nra;Na” 
‘nra;jgpd;G Njq;filnaLj;Jr; #iw 
rpjwNt cilj;jpLthah ue;jhd; 
nfha;jpkyh; rpuRjdpw; nghjpAq; nfhl;bf; 
$l;bnay;yhk; thjpNa nfhs;is nad;W 
igaq;fSk; fPe;jhf;fhw; ghtw; jPUk; 
gjpthfj; J}gKld; jPgq;fhl;L 
ve;jnthU fd;kjpid epth;j;jp nra;jh 
tpLkUe;J nrhy;YfpNw dpjkha;f;  NfNs” 
 
       -mfj;jpah; fd;k fhz;lk; 
Restoration 
 To avoid remissions and exacerbations.patients are advised to avoid food 
and external allergens and to reduce stress by yogasanana,pranayama and 
meditation. 
 
Yoga 
 Yoga is the oldest and it how to conquer disease,suffering and death. 
Through body postures,rhythmic breathing, concentration and mediation it shows 
the way to self-realisation. Yoga is of 4 types. 
1.Karmayoga-Discharging duties selflessly 
2. Gnana yoga-Conceptionof unreality of everything except god 
3.Bhakthi yoga- Chantinggods name,singing his praise,worship and rituals 
4. Rajayoga- Breath control,yogaasanas, Bandhanas and mudhras 
There are eight limbs ofyoga  called as Astanga yoga 
1. Iyamam 
2. Niyamam 
3. Asanas 
4. Pranayam 
5. Prathiyakaaram 
6. Dharanai 
 
 
7. Dhyanam 
8. Samadhi 
Benefits of yoga 
 It isa curative of both mind and body 
 Releives mental stress and strain 
 Asanes withbreathing brings down the stress 
 Yoga easesmuscles,blood flow and removes toxins. 
During asanas practice, body releases endorphins that relive stress. 
There are certain asana to relive stress 
1.Uttanaasanam 
2.Savasanam 
3.Janusirasasana 
4.Pranayamam 
5.Meditation 
Sirasana 
 To perform this pose, kneel on floor inter locking fingers and rest on head. 
Slowly lift your knees and leg off the floor coming to head stand position. If this is 
difficult  use a wall support.  
 It helps to increase circulation to head and face and helps to alleviate stress 
related disorders. 
Uttanasana 
 Stand with feet slightly apart Place your  hand on  hips and bend forward 
from the hip joint with a flat back. Try to reach the floor. It not possible bend knee 
to reach floor relax head and gently move neck side to side alleviate tension. 
 It is a beneficial yoga for increasing circulation, reducing stress and 
inducing body’s parasympathetic system. 
 
 
 
 
Janu Sirasana 
 Sit on the floor with legs extended .Bend right knee and bring the sole into 
groin  try to hold the left foot with palm of both hands and head touches knee. 
 
PRANAYAMAM 
 The control of breathing called as pranayama 
 It include three process 
 1.Rechaka– Process of exhaling or breathing out. 
 2. Puraka – Process of inhaling 
 3. Kumbhaka-Process of retaining breath. 
Kumbhaka of two types 
 1.Internal kumbhakam- Act of retaining breath 
 2. External kumbhakam- Action of not breathing in and out. 
Pranayama 
 “Pranayama is to yoga  what heart is to human body ” 
 Pranayama is an important bridge between outward practices of yoga like 
asanas  and inward surrendering yoga practices. It is a link between mind  and 
body. It consist of deepening and extending prana or life force until it leads to 
condition of peace. 
Prana – Life force 
Anayama – control 
Benefit 
 Cause rhythmic expansion  of lungs creating  better circulation within 
kidney, liver, stomach, spleen, intestine,  skin etc., 
 The mind is calm and concentration becomes better. 
 Skin becomes smoother because of better circulation and release of tension. 
 Oxygen is provided for better functioning of heart and lungs. 
 
 
 
Meditation 
It is a practice in which individual trains and induces a mode of conscious 
to promote single point concentration analysis and indestructible state of well 
being 
Benefits 
• Reduction of free radicals  and reduces tissue damage 
• Lowers BP, HR 
• Increases Serotonin level 
• Builds self confidence 
•  Develops will power 
 
In scientific study it was proved that alpha waves produced when sensory 
impulses are processed are increased this alpha waves suppress irrelevant or 
distracting sensory information. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
MODERN ASPECTS 
ECZEMA 
Definition 
 Dermatitis and eczema is non contagious inflammation of the skin 
characterized by erythema, scaling, oedema, vesiculation and oozing. 
 Eczema has been used as a descriptive term since the sixth century. 
 Eczema is a Greek word (Ec-means “out” zeo – means “boil”) The whole 
word implies “boil out”. 
 Eczema is a specific type of allergic cutaneous manifestation of antigen – 
antibody reaction. 
Aetiology 
 Basically, two factors cause dermatitis and eczema 
 Firstly, all allergic or sensitive skin. Secondly, exposure to an irritant., The 
dermatologist Darier has correctly said that, 
“There is no eczema but an eczematous patient’ 
The general predisposing causes are 
Age 
 Eczema sometimes occurs in infancy, at puberty and at the time of 
menopause 
Genetic & Family predisposition 
 There is usually a personal or family history of allergy, viz asthma eczema 
and hay fever. 
General debility 
 By lowering resistance of the individual predisposes to eczema. 
Climate 
 Climate extremes like heat and severe cold. 
Psychological stress 
Local factors 
Xeroderma or ichthyosis, greasy skin hyperhidorsis, varicose veins, Direct 
contact with pet and domestic animals (especially their saliva or fur) and indirect 
contact with animal dander. 
 
 
 Rough, scratchy, tight clothing, especially clothes made of wool (or) stiff 
fabrics. 
 The frequent use of soaps and cleaning products that  tend to give lack of 
normal shiny of the skin. 
FOOD AS ALLERGENS 
a)Animal sources: 
 Cow’s milk- Casein and β lactoglobulin are known to be the major allergen. 
Egg white is the allergising  factor. 
 Any species of fish can responsible for all allergic reactions. 
 Meats of all kinds – It has been observed that in cases of hypersensitiveness 
to the meat of a certain animal, the liver, pancreas, kidney and brain. 
b)Plant sources 
 Wheat flour- allergic reaction due to wheat gluten. 
 Some workers in glue factories using soya flour as an ingredient of glue, 
develop severe allergic symptoms. 
 Peas, beans and lentils have been reported to produce allergic reactions in 
some individuals. 
 Consumption of edible mushrooms sometimes may cause allergic reactions. 
 Fats and oils have been found to produce allergic symptoms in some 
individuals. 
 The vegetables which have been found to produce allergic reactions in some 
individuals are carrot, spinach , cabbage, onion, garlic, sweet potato, cauliflower 
and pumpkin. 
 Among the fruits, strawberries, bananas, oranges, grapes and apples are the 
principal offenders.  
 Occasionally allergic reactions can occur due to consumption of pears, 
cherries, plums , gooseberries. 
 Citrus fruits and tomatoes may cause atopic allergy. 
Beverages 
 Allergic actions are due to traces of foreign substances derived from food 
materials employed in the preparations of clarifying the beverage such as 
 
 
• Barley malt and yeast in beer. 
• Rye corn and wheat in whisky. 
• Fish, glue, egg white or yeast in cheap white wine 
and champagne. 
Food contaminants as allergens 
 For example preservations, insecticides and insect excreta or fragments may 
act as allergens. 
 Nor dihydroguairetic acid (NDGTA) is an antioxident used in food facts. 
 
Cosmetics 
 Common ingredients in cosmetics such as perfumes,  face, creams, 
deodorants ,hair, dye, shampoos , parabens, benzocaines lanolin, thimersol, etc., 
Clothing: 
 Rubber chappals, spectacle, resins, frames, furs, nylon, synthetic dyes. Most 
buttons are formaldehyde resins, epoxy resins are all common sensitizers. 
Medicaments: 
 This include sulfonamides, penicillin streptomycin cocaine, tincture, 
benzoin, detol, phenergon cream & sticking plaster etc., 
 
INDUSTRIAL AND OCCUPATIONAL AGENTS 
Occupational: 
Agriculturists - Plants, weeds, fertilizers 
Automobile - Oil, petrol, solvent, grease, paints 
Building workers - Cement, lime, paints, insecticides, wood 
kerosene, turpentine oil  Chemical and  
Pharmaceutical industries - Dyes, Chemicals , explosives, solvents, 
disinfectants, detergents  
Coal miners - Mechanical injuries 
Dentists - Cocaine and its derivaives 
Engineering industries - Cutting oils, solvents 
 
 
Housewives - Soaps, detergents, vegetables, fruits, nickel, 
polishers, artificial flavours 
Nurses and Doctors - Iodine, streptomycin, chlorpromazine, 
tincture, benzonin 
Photographers - Hardeners, solvents, glass, cellulose esters 
Rubber workers - Additives like TMT, MBT, dyes, glues, oils 
Tannery workers - Chromate, formaldehyde, arsenic alkalies, 
acids. 
Textile workers - Formaldehyde, solvents, dyes, bleaches. 
Ten common allergens come across in practice. 
1. Parapheneylene diamine 
2. Nickel sulphate 
3. Pottasium dichromate 
4. Parthenium hysterophorus 
5. Nitrofurazone ointment 
6. Neomycin sulphate 
7. Formaldehyde 
8. Turpentine 
9. Garlic 
10. Epoxyresin 
EXACERBATING FACTORS 
• Irritants    - Physical, chemical or electrical  
• Sensitizers    - Plants, clothing, cosmetics,   
medicaments , infection, diet and 
focal  sepsis 
• External infections   - Streptococci ,staphylococci, 
fungus 
• Diathesis    - Allergic, xerodermic, 
hyperhidrotic  
or seborrhoeic   
• Drugs     - State of local or general nutrition 
 
 
• Climate    - Temperature and humidity 
• Mental and emotional conflicts   
• Internal septic focus shedding toxins or causing bacteraemia  
• Scratching, Chemical trauma, Climate, Stress and Strains keep the process 
going with the result that eczema becomes chronic. 
It is still controversial whether the endogenous fators like diet, emotional 
strain and stress, focal sepsis, state of digestion, nutrition are more 
important than exogenous factors like infection, irritants and sensitizers (or) 
vice versa. 
 In practice, mixed eczemas are much more common than pure entities. 
History and clinical observation are very important in establishing the exact 
etiological diagnosis. 
Immunology 
 Immunology is a science which deals with the body’s response to antigenic 
challenge,  
 This mechanisms are involved in the protection of the body against 
infectious agents but periodically they can also cause damage. 
 Sensitization develops when a different clone of T-lymphocytes is 
activated. The sensitized T-lymphocytes yield two sub populations of  
lymphocytes. 
 
1. Memory cells that are responsible for the persistence of contact allergy 
2. Effector cells that initiate the allergic response when appropriately 
challenged. 
 
PATHO PHYSIOLOGY 
Allergy & hypersensitivity: 
 The term allergy was first used by Von Pirquit (1874- 1929) to denote 
changed reactivity of the body to outside chemicals. Allergy means altered energy 
(allps- other, ergon- energy) 
 
 
 Chemical reactivity in this context means that the body behaves in a 
particular  way when it is expose to a chemical substance known as “Allergen” for 
the first time, but changes the nature of its reaction when it proteins known as 
antibodies. The term Hypersensitivity refers to  the injuries consequences in the 
sensitized host, following contact with specific antigens. This is classified into 
immediate and delayed types. Immediate hypersensitivity(Local anaphylactic 
reaction- Atopy) 
 Antibodies (cytotropic IgE antibodies) are fixed on the surface of tissue 
cells (mast cells and basophils ) in sensitized individuals. The antigens combines 
with the cell- fixed antibody, leading to release of pharmacologically active 
substances  (vaso active amines) which produce the clinical reaction. 
 Flare is due to dilation of arterioles by local axon reflex and the liberation 
of vasodilator substances like histamine and its by products like serotonin, 
bradykinin, acetylcholine from the injured cells like mast cells and basophiles etc  
 
IgE present in mast cells basophills – Ag Complex 
 
 
   Permeability of the cells  
 
  Mast cells degranulation occurs  
 
  Release of biologically active substance 
 
  Local Anaphyaixs (Atopy) 
 
 
Skin (eczema)      Lungs (Asthma)    Nose (Hay fever) 
Histamine: 
 Histamine is formed by the decarboxylation of histidine  found in the 
granules of mast cells, bascophils and in platelets. Released into the skin, 
 
 
histamine stimulates sensory nerves , producing burning and itching sensations. It 
causes vasodilatation and hyperemia by an axon reflex ( flare effect )and  oedema 
by increasing capillary permeability (wheal effect) Triple response – Flush,  Flare , 
Wheal 
 
Atopy: 
 The antigens commonly involve in  atopy are characteristically inhalants 
(pollen, house dust) or ingestants (eggs, milk).Some of them are contact allergens, 
to which the skin may be exposed. These atopens are generally  not good antigens 
when parentally but induce IgE antibodies . Atopic sensitization is developed 
spontaneously following natural contact with atopens. 
Cell- mediated reaction (Delayed hypersensitivity) 
 These are typically provoked by intracellular microbial  infection or hastens 
like simple chemicals applied on the skin, evolve slowly and  consist of a mixed 
cellular reaction involving lymphocytes and macrophages in particular. 
 T- Lymphocytes carrying a specific antibody on their surface are stimulated 
by contact with the antigen to release certain active factors. This form of allergic 
phenomenon is observed in contact dermatitis (Eczema) and other allergic 
reactions following sensitization to certain chemical, bacterial, viral and fungal 
antigens and in the rejection of  transplanted tissue. 
 Langerhans cells of the skin capture locally applied hapten, along with the 
modified tissue proteins, migrate to the draining lymph nodes where they present 
the processed antigen to T cells. The sensitized T cells travel to the skin site, where 
on contacting the antigen they release various lymphocytes. Th 1 cells secrete IFN 
and IL-2 which activate macrophages and other ly phocytes . Th2 cells release IL-
4, IL-5 and other factors that cause tissue damage. This results in eczema 
formation. 
Cutaneous Allergy: 
 In the skin there are two important but different allergic reactions occur. 
 
 
 
 
Dermal reaction: 
 Dermal reaction is commonly seen in urticaria 
 The causative antigen reaches the skin through ingestion, inhalation or 
injection of protein substances and the reaching antibodies circulate in the 
serum 
 Allergic reaction takes  place in the dermis 
 Intra dermal tests (scratch) shows reactivity 
 The response is wheal formation which occurs in few minutes 
Epidermal reaction: 
 It is seen in allergic dermatitis or eczema 
 The causative substance reach the skin by contact. Intra dermal allergic 
tests are negative 
 But patch test shows reactivity 
 
Allergen + Epidermal protein – Antigen formation 
        
                                                       Anti bodies  production 
      (Probably in lymph glands) 
 
 Circulation 
       
 
                      Fixed in epidermal cells 
On next occasion 
 Allergen + Antibodies – Eczematous reaction (In epidermis)\ 
 A severe local reaction may result in autointoxication & dissemination of 
eczematous reaction to distant parts. 
Status Eczematicus 
 It is believed that in case of  severe  allergic states, a state may develop 
when the patient becomes hypersensitive to even unrelated substances resulting in 
 
 
status eczematous comparable to status asthmatics in practice of internal 
medicine.  
Clinical Features: 
 Eczema is a specific type of allergic subcutaneous manifestation of antigen 
antibody reaction. It is characterized by superficial inflammatory oedema of the 
epidermis associated with vesicle formation. Itching varies form mild to severe 
paroxysms which may even interfere with work and sleep. The natural history of 
eczema is represented as follows. 
 
HISTORY OF ECZEMA 
      Itching  
Erythema 
 
 Papules with oedema 
 
Vesicels      
 
    Weeping, crusting, pustules  Lichenification 
 
  Scaling 
 
       Healthy skin without scars  
 
Stages of eczema: 
1.Acute Stage: 
 Itchy erythema followed  by oedema of the epidemis (spongiosis) papulars 
vesicles oozing and crusting  
 This stage does not last long 
 In about a couple of weeks, the lesions start to heal. If the cause persists , 
the eczema lasts over months or years. 
2.Chronic stage 
 There is less oedema 
 
 
 Vesiculation, the integument appears thickened, and pigmented with 
prominent criss-  cross (Lichenification) markings 
 This is the end result of all types of long standing eczemas. 
 This is accompanied by a variable degree to vasodilatation and T-helper 
lymphocytic infiltration in the upper dermis. 
 
3.Sub acute stage: 
 Papules and scaling with moderate oedema and erythema. 
 Acute eczema may pass through this stage before it heals  
 Completely or become chronic 
 
Histopathology 
 Characteristic features are intercellular oedema (sponges) and vesicle 
formation. There may be mild to moderate dermal reaction 
 In chronic cases, hyperkeratosis, acanthosis and infiltration of upper dermis 
with lymphocytes are seen, 
In acute dermatitis: 
 The epidermis contains vesicles and bullae  with variable inter and 
intracellular epidermal oedema. The vesicles and bullae are permeated by acute 
inflammatory cells. Usually the vesicle contents will include lymphocytes with 
some eosinophil contents is of sufficient degree, the basal layer is  disturbed and 
may not be identifiable. 
 
 There is moderate upper dermal lymphocytic and occasionally neutrophilic 
infiltrate and oedema. Except in severe cases the lower and mid-dermis are not 
involved. When the vesicles rupture crusts composed of precipitated fibrin, 
necrotic debris, epithelial cells and polymorpho – nuclear leucocytes can be seen 
on the surface. 
 
 
 
 
 
In Sub acute dermatitis: 
 The vesicles are smaller and ordinarily  not visible to the naked eye but can 
be seen with microscope under low, power. There is usually less oedema than 
which is found in acute dermatitis, moderate acanthosis and parakeratosis are 
usually present. An inflammatory infiltrate composed chiefly of lymphocytes with 
some neutrophils and  eosinophils is present in the upper and to a lesser extent the 
mid-dermis and after is predominantly peri vascular in distribution. The lower 
dermis is not remarkable. 
 
In chronic dermatitis: 
 No vesicles are present. There is moderate to marked  acanthosis and 
variable hyperkeratosis with scattered para keratosis. The rate ridges are some 
what elongated the basal layer is basal layer is usually intact. The oedema  may 
not be noticeable (or) very minimal . Vesicles are absent. a slight to moderate 
lymphocytric infiltrate  is usually present in the upper and to  a lesser extent in the 
mind- dermis. Neutrophills are not seen. Lower dermis is not remarkable. 
There is moderate upper dermal lymphocytic and occasionally neutrophilic 
infiltrate and edema. Except in severe cases the lower and mid- dermis are not 
involved.When the vesicles rupture, crusts composed of precipitated fibrin, 
necrotic  cells  and polymorphonuclear leukocytes are seen on the surface. 
 
In sub acute dermatitis 
 The vesicles are smaller and ordinarly not visible to the naked eye but can 
be seen with microscope under low power. There is usually less oedema than 
which is found in acute dermatitis acanthosis and parakeratosis are usually 
present. An inflammatory infiltrate composed chiefy of lymphocytes with some 
neutrophils and eosinophils, is present in the upper and to lesser extent the mid-
dermis and after is predominantly in distribution. The lower dermis is not 
remarkable. 
 
 
 
CLASSIFICATION 
There are two groups of eczema 
Exogenous Endogenous 
Irritant Atopic 
Allergic Seborrhoeic 
Photodermatitis Discoid 
 Asteatotic 
 Gravitational 
 Neurodermatitis 
 Infectious ecezematoid dermatitis 
Types of Eczema 
1.Contact Dermatitis 
 Contact with everyday objects  from shampoo and jewelry to food and 
water  causes this very common type of eczema. When the contact leads to 
irritated skin, the eczema is called irritant contact dermatitis. If an allergic 
reaction develops on the skin after exposure, the eczema is called allergic 
contact dermatitis. 
Signs and Symptoms 
Allergic contact dermatitis usually develops a few hours after the allergen 
(substance to which the person is allergic) touches the skin and causes: 
• Itchy, swollen, and red skin or dry and bumpy skin 
• Blisters may develop if the reaction is more severe 
• Blisters may break, leaving crusts and scales 
• Skin may later flake and crack feet. Other common sites for these patches 
are the bends of the elbows, backs of knees, ankles, wrists, face, neck, and upper 
chest. The patches may not always appear in these areas; they can occur anywhere 
on the skin, including around the eyes and on the eyelids. 
• Rash. This often appears after the itchy skin is scratched or rubbed, but not 
always. A rash can occur even when the skin is not scratched. 
 
 
• Skin can swell, crack, "weep" clear fluid, crust, and scale. 
• Patches may bubble up and ooze or be scaly, dry, and red. 
• Without  proper treatment, the skin thickens to protect itself from further 
damage caused by scratching. This thickening of the skin is called as  
"lichenification." 
Irritant contact dermatitis occurs after frequent exposure to a mild irritant, 
such as detergent, and after brief exposure to a strong irritant, such as battery 
acid. Signs and symptoms of irritant contact dermatitis include: 
• Mild irritant - Begins with dry, chapped skin.With repeat exposure, patches 
of itchy, red, scaly, and swollen skin develop. The skin may burn or sting upon 
contact. If exposure continues, the skin tends to crack, scale, and become 
excessive dry. Sores and blisters may develop that later erupt, forming crusts and 
scales. 
• Strong irritant - Upon contact, the skin mayburn, sting, and/or itch. 
Redness, swelling, blistering usually develop. Later, scale may form.Once irritant 
contact dermatitis develops, exposure to mild substances, such as baby shampoo 
and even water, can irritate the skin and make the condition worse. 
• Anyone can develop irritant contactdermatitis with sufficient exposure to 
something that damages the skin and causes irritation. 
• Allergic contact dermatitis occurs whensomeone develops an allergy to a 
something that touches the skin. 
Causes 
Allergic contact dermatitis.More than 3,000 allergens (substance to which the 
person is allergic) are known to cause allergic contact dermatitis. Common 
allergens include: 
• Antibiotic ointment. Ingredients in over-the-counter topical antibiotic 
ointments frequently cause an allergic skin reaction. 
• Clothing and shoes. The leather, glue, orrubber in one's shoes can cause 
allergic contact dermatitis as can dyes and fire retardants used in clothing. 
 
 
 
• Concrete. Often the cause of chronic handdermatitis, a reaction to concrete 
can persist long after the exposure ends. 
• Fragrances. Found in perfumes, makeup, aswell as skin and hair care 
products, fragrances commonly cause an allergic reaction 
• Metals. Metals occur in everyday objects thatwe touch and in our food. 
Nickel, one of the most common metals that causes an allergic reaction, is found 
in jewelry and many foods, including tomatoes, chocolate, nuts, and soy. Mercury 
(used in dental fillings), gold, cobalt, and chromate (used to tan leather) are other 
metals that frequently cause allergic contact dermatitis. 
• Plants. A brush with poison ivy, poison oak, orpoison sumac is a frequent 
cause. 
• Rubber accelerators. Found in everythingfrom mouse pads to gym 
equipment, these allergens can be difficult to find. Sometimes allergic contact 
dermatitis does not flare until it is triggered. Ultraviolet (UV) light and 
perspiration can trigger allergic contact dermatitis. 
• Exposure to ultraviolet (UV) light. The rash may not develop until triggered 
by exposure to sunlight or another source of UV light, called asphotoallergy, this 
form of allergic contact dermatitis occurswhen an everyday product, such as a 
fragrance or sunscreen, is applied to the skin and then exposed to UV light. Some 
medications also can cause a photoallergic reaction. 
• Perspiration. This may trigger a flare-up. Forexample, some people who 
develop an allergy to nickel may not have a flare-up when nickel touches their 
skin unless they perspire. 
 
Irritant contact dermatitis.When a substance damages the skin faster than 
the skin can repair itself, irritant contact dermatitis develops.Substances that 
frequently cause irritant contact dermatitis include water, soaps, detergents, 
cleaners, fiberglass, hair dyes, solvents, oils, paints, varnishes, foods, and 
metalworking fluids. 
 
 
 
Risk Factors 
• Medical history. While anyone can developirritant contact dermatitis, having 
a history of atopic dermatitis, allergic contact dermatitis, or psoriasis increases the 
risk. Pre-existing hand dermatitis also increases the risk. 
• Age. Younger individuals are more susceptibleto allergic contact dermatitis 
because the immune system of a younger person is more likely to overreact than 
the immune system of an older person. 
• Repeat exposure. The first exposure does notalways result in an outbreak. 
With allergic contact dermatitis, the person's skin often touches the allergen for 
many years before a reaction develops. Mild irritants, such as detergent, fish 
scales, and garlic, require frequent exposure to cause irritant contact dermatitis. 
• Occupation. People who work in certainoccupations have a much higher risk 
of developing contact dermatitis. Health care workers, hairdressers, people who 
handle food, bartenders, janitors, and mechanics have an increased risk. 
• Gender. Female have an increased risk 
• Environment. Extreme heat and cold as well as very humid and dry climate 
increases the risk. 
Diagnosis 
1.Patch testing 
2.Blood investigations- Ig E, ESR, FBC 
ATOPIC DERMATITIS 
• Extremely itchy patches of skin. The skin may not always itch.  In infants, 
these patches tend to develop on the scalp and face, especially on the cheeks. 
Teens and young adults are more likely to see patches on their hands and these 
substances in the workplace. This may include using a barrier cream, wearing 
gloves, and practicing glove hygiene. 
• With long-term exposure to an allergen, theskin becomes thick, red, and 
scaly. Over time, the skin can darken and become leathery. 
 
 
 
 
Epidemology 
• Approximately 10% to 20% of the world's population develops atopic 
dermatitis. 
• An estimated 65% develop atopic dermatitis during their first year of life, and 
90%develop the condition before age 5. While rare, atopic dermatitis can begin at 
puberty or later. 
• While atopic dermatitis resolves in many children by age 2, 50% continue to 
experience signs and symptoms into adulthood — usually as hand eczema. 
• Occurs in all races and skin types. 
Causes 
  While the cause of atopic dermatitis is not fully understood, researchers 
believe a complex interaction of several factors — the genes we inherit, where 
we live, a breakdown of the outermost layer of skin, and a malfunctioning 
immune system — leads to atopic dermatitis. 
Risk Factors 
The following appear to increase one's risk: 
• Family history. A family history of atopic (tendency for excess 
inflammation in theskin, linings of the nose, and lungs) conditions, such as atopic 
dermatitis, asthma, or hay fever. This remains the strongest risk factor. If one or 
both parents have a history of atopic dermatitis or an allergic condition, the child 
is much more likely to develop atopic dermatitis. 
• Living in a developed country, urban area (especially one with higher levels 
of pollution) increases risk. 
• Age.Appears before 1 year of age in 65% of people; 90% develop before 
reaching 5years of age. 
• Gender. Females are slightly more likely than males to develop. 
• Mother's age at time child born. Atopic dermatitis tends to be more 
common whenthe mother gives birth to a child later in her childbearing years. 
• Social class. Atopic dermatitis tends to be more common in higher social 
classes. 
 
 
• Family size. Atopic dermatitis tends to be more common in immediate 
families thatare smaller in size. 
Duration 
• Several studies suggest that when atopic dermatitis develops in an infant or 
youngchild, the child tends to get better with time. For some children, the 
condition completely resolves by age 2 without treatment. 
• Atopic dermatitis also can be a lifelong condition. About half (50%) of 
people whodevelop atopic dermatitis as children have it for life. It tends to 
become less severe with age. 
Diagnosis 
• The patient is more likely to have atopic dermatitis if there is a history of 
atopic dermatitis, asthma or hay fever. 
• Patch testing used to find allergies 
Dyshidrotic Dermatitis 
 Occurring only on the palms of the hands, sides of the fingers, and soles 
of the feet, this common eczema typically causes a burning or itching 
sensation and ablistering rash. Some patients say the blisters resemble 
tapioca pudding. 
Other Names 
• Hand eczema 
• Pompholyx 
• It is due person's reaction to eventsoccurring within the body (e.g., having 
another medical condition) and factors occurring outside the body (e.g., the 
weather) . 
•  Excessive sweating  originally believed to bethe cause — does not cause 
dyshidrotic dermatitis. 
Risk Factors 
• It has been identified that several factors  can increase one's risk of 
developing dyshidrotic dermatitis and the risk of flare-ups. 
 
 
• Stress.Probably the most common risk factor, many patientsreport a stressful 
period before an outbreak. 
• Gender.Females tend to develop dyshidrotic dermatitis morefrequently than 
males. 
• Weather.Flare-ups are most frequent in hot humid weather. In fact, the 
weather is a common trigger for many patients. A study of104 patients found that 
the following weather conditions triggered flare-ups: heat (29.8% of patients), 
humidity (24% of patients), and cold (12.5% of patients). 
• Pre-existing atopic condition(e.g., atopic eczema, hay fever, orasthma). 
Having one or more of these conditions significantly increases the risk. 
• Pre-existing contact dermatitis. Having contact dermatitis significantly 
increase the risk of developing dyshidrotic dermatitis. 
• Pre-existing infection.Having an infection in another part of thebody may 
increase the risk. A study found that one-third of the patients saw the dyshidrotic 
dermatitis on their hands clear after they received treatment for their athlete's foot. 
• Metal implant, such as a hip replacement 
• Aspirin, oral contraceptives, and smoking. 
 
Duration 
While some patients experience only one outbreak that clears in 2 or 3 
weeks without treatment, others have recurring flare-ups that can range in 
frequency from once a month to once a year. 
 
Signs and Symptoms 
• Small, deep blisters can form on the palms, sides of the fingers,and/or soles 
• Intense burning or itching 
• Inflamed skin (reddish and hot to the touch) 
• Cracking and peeling skin 
• Affected areas may sweat excessively 
• Skin may become infected, causing oozing blisters and crusts 
 
 
• Skin between the fingers can soften; skin may feel spongyNail changes are 
seen if dyshidrotic dermatitis persists for a long time. Thefingernails can 
develop ridges and pitting. The nails may thicken and discolor. 
• Sometimes as the skin clears, the skin peels and a new crop ofblisters 
appear 
• Extensive peeling and cracking in severe cases 
• Most frequently begins between 20 and 40 years of age, but can develop 
earlier or later. Rare in children, but can develop in children who have 
atopic dermatitis. 
• Occurs in all races 
Causes  
• Unknown 
 
DIAGNOSIS 
• Diagnosis begins with a complete medical history and visual examination of 
the skin.  A swab of the affected skin is taken if it looks infected.  
• Patch testing 
• Blood tests 
Lifestyle Changes 
• Reduce stress 
• Avoid allergens and irritants 
• Avoid excessive sweating and dry conditions.  
• Protect the skin from further injury. Using gloves to protectthe hands from 
irritants and allergens, wearing socks made of 100% cotton, and avoiding 
strong soaps can help protect  damaged skin. 
Hand Dermatitis 
Hand dermatitis is not one specific type of eczema as is atopic dermatitis or 
seborrheic dermatitis. Any type of eczema that develops on the hands can be 
classified as "hand dermatitis." 
 
 
 
Signs and Symptoms 
 The signs and symptoms may initially vary. Without treatment and 
preventive measures, hand dermatitis can become severe. The following are 
common signs and symptoms: 
• Dry, chapped hands (may be first sign) 
• Later the hands tend to develop patches of red, scaly, and inflamedskin that 
can itch 
• Itchy blisters or other lesions may form, skin may crack and weep 
• Pus-filled lesions, crusting, and pain if skin becomes infected 
• Can spread beyond the hands, particularly to the forearms and feet,if a skin 
infection develops or an allergic reaction is not treated 
• Deformed nails when hand dermatitis persists for a long time 
• Women may develop it more often.The reason iswomen tend to work in 
occupations that involve frequently immersing their hands in water, such as 
nursing and hair styling. It is believed that 1 in 3 nurses has hand dermatitis. 
• Between the ages of 20 and 39, it appears that hand dermatitis is most 
common, 
Causes 
 Hand dermatitis usually does not have one clear-cut cause 
• Genes. A tendency to develop skin reactions or a certain type of eczema is 
often inherited. 
• Irritation. With repeat use or short but heavy exposure, numerous everyday 
items can irritate skin. Water is probably the most common irritant. Frequent hand 
washing or immersing the hands in water too often can remove protective oils 
from the skin. When the oils are removed faster than they can be replaced, the 
skin becomes less pliable and more susceptible to hand eczema. 
• Allergy. An allergic reaction occurs when the body's immunesystem 
overreacts to something that does not cause everyone's immune system to 
overreact. Common allergens (substances that cause an allergic reaction) that lead 
to hand dermatitis include nickel, Balsam of Peru (added to fragrances, foods, and 
skin care products), rubber, and topical vitamin E. 
 
 
• Poor glove hygiene. Wearing gloves can protect the skin from substances 
found in the workplace and while working around the home. However, slipping 
gloves on and off may allow irritants or allergens to get inside the gloves. This 
can trigger a flare-up. 
 Risk Factors 
• Medical condition. Having an atopic condition (atopic dermatitis,asthma, or 
hay fever) increases the risk. When combined with frequent hand washing or even 
frequently immersing the hands in water or chemicals, the risk is even greater. An 
estimated 7% to 23% of people who have atopic dermatitis also have hand 
eczema. In fact, some patients who have atopic dermatitis during childhood find 
that their skin clears during adolescence and that the eczema returns later, but 
affects only the hands and feet. 
• Occupation.On-the-job tasks, such as frequent hand washing,immersing 
your hands in water several times a day, as well asusing solvents and other 
chemicals can strip the skin of its protective barrier. Nurses, hair stylists, 
bartenders, chefs, caterers, mechanics, manual workers in chemical -companies, 
painters, and metalworkers have an increased risk of developing hand eczema. 
• Stress. Periods of stress worsen all types of eczema as well as increase the 
risk of developing hand dermatitis. 
• Environment. Low humidity and cold weather can rob the skin of moisture, 
which increases the risk of developing some types of hand dermatitis. In other 
cases, heat and high humidity increase the risk. For example, wearing gloves in a 
hot and humid environment for long periods can irritate the skin, leading to a 
flare-up. 
• Perspiration. Perspiring heavily can increase the risk, especially if the 
person wears gloves and the hands become overheated. Trapped inside the glove, 
the perspiration can irritate the skin and increase the risk of developing hand 
dermatitis. 
 
 
 
 
Neurodermatitis 
 This common eczema develops when nerve endings in the skin become 
irritated, triggering a severe itch-scratch-itch cycle. Common causes of nerve 
irritation include an insect bite and emotional stress. 
Signs and Symptoms 
• Intensely itchy skin that is usually itchiest when the person is resting or 
relaxing. 
• Once the skin is scratched, a vicious itch-scratch-itch cycle develops. The 
more theskin is scratched, rubbed, or even touched, the more it itches. The 
itch can become so intense that it disrupts sleep. 
• Develops on any area of the body the person can scratch or rub. Most 
commonly 
appears on the lower legs, ankles, back and sides of the neck, wrists, forearms,  
and genitals. 
• Constant itch causes nervous tension (anxiety) in some patients. 
• Often develops on skin previously affected by an outbreak of atopic 
dermatitis or 
contact dermatitis (two common types of eczema) or psoriasis. 
• Small, well-defined, scaly, reddish plaques. 
• Openings in the skin that cause burning pain and leave the patient more 
susceptible toinfection. Signs of infection include open sores, cracks in the 
skin, and honey- colored crusts. 
• Visible scratch marks. 
• Over time, constant scratching causes the skin to thicken and darken, and 
lines in theskin to become more prominent. Thickening can cause a 
cutaneous horn (piling up of skin cells that resembles an animal's horn). 
• Affected skin may turn pink, red, or reddish brown. When the skin becomes 
very thick,it sometimes develops a grayish hue. 
 
 
 
 
Neurodermatitis develops more frequently in: 
• People who have psoriasis, allergic contact dermatitis, or irritant contact 
dermatitis 
• Individuals who have an atopic condition, such as atopic dermatitis, asthma, 
or hayfever 
• Females 
• Mid-to-late adulthood, with most cases developing between 30 and 50 years 
of age 
Causes 
 While the exact cause remains unknown, researchers have found that for 
some people exposure to certain triggers can increase the risk of developing 
neurodermatitis. 
 
Risk Factors 
 Research indicates that the following can irritate the nerves of susceptible 
people, triggering the intense itch-scratch-itch cycle of neurodermatitis: 
• Clothing worn tightly and made of synthetic fabric or wool 
• Dry skin 
• While uncommon, these may also trigger neurodermatitis: 
• Exhaust from traffic (long-term exposure) 
• Exposure to allergens and skin irritants. For example, some people develop 
neurodermatitis after using a hair dye that contains P-phenylenediamine 
(PPD). 
• Heat 
• Insect bite 
• Period of intense stress or emotional trauma 
• Poor blood flow 
• Scar, especially a keloid-type scar 
 
 
 
 
Duration 
• Neurodermatitis remains until it is effectively treated. 
• Since effective treatment requires the person to stop scratching, the condition 
can bea challenge to treat. 
• Neurodermatitiscan return with exposure to triggers. 
Diagnosis 
 Since neurodermatitis may occur along with other common skin conditions, 
such as other types of eczema and psoriasis, it is best to see a dermatologist for a 
diagnosis. Effective treatment requires that all skin conditions be accurately 
diagnosed. Diagnosis of neurodermatitis involves: 
• Visual examination of the skin. 
Diagnosis also may include: 
• A skin biopsy. This procedure helps diagnose a skin infection or another skin 
condition. 
• Patch testing. This test helps determine what substances cause an allergic 
reaction in the patient. 
Nummular Dermatitis 
 Discoid eczema 
 Nummular eczema 
 Nummular eczematous dermatitis 
Signs and Symptoms 
 One or several patches may appear and tend to: 
• This begins as a group of tiny reddish spots and blister-like lesions that 
enlarge and grow together to form a reddened, coin-shaped patch that ranges in 
size from less than 1 inch to more than 4 inches. 
• Weep fluid in the beginning and then become crusty. Long-term patches are 
scaly. 
• Be pink, red, or brown and well-defined. 
• Develop on the legs, but also occur on the torso, arms, hands, and feet. 
 
 
• Clear in the center, forming a "ring" around the clear skin that causes the 
patch to resemble a ringworm infection. 
 Patches often itch and burn. Itching and burning range from severe to barely 
noticeable. The itch may intensify at night, disturbing sleep. 
 A yellowish crust may develop on the patches if a Staphylococcus aureus 
(staph)infection develops. 
 While the skin between the patches usually remains clear, the skin may be 
very dry and easily irritated. 
 When this type of eczema clears, it often leaves the skin a bit darker (hyper 
pigmentation) or lighter (hypopigmentation) than the surrounding skin. The 
discoloration may never fade completely when a lesion occurs below the knee. 
 Men develop it more frequently and tend to have their first outbreak between 
55 and65 years of age. Another peak period for developing nummular dermatitis 
is between the ages of 15 and 25 years. Women are more likely to develop the 
condition then. 
 Rare in children. 
Causes 
 While the cause remains unknown, researchers believe that increased 
sensitivity plays a role in most cases. Some patients show sensitivity to: 
 Mercury. It is believed that in rare cases, exposure to mercury, which is a 
common component of dental fillings, can cause nummular dermatitis. Research 
shows that a few patients with nummular dermatitis only cleared, despite 
numerous treatments, when all of their mercury-containing fillings were 
removed. Even handling the materials in a dental office or lab has been shown to 
cause an outbreak, which leads researchers to believe that inhaling the mercury 
vapor may be the cause in these patients. 
 Rubber, nickel, formaldehyde, or neomycin. If the patient has an allergy to 
any of these, the skin will only clear when the substance is avoided. 
Risk Factors 
 The following seem to increase the risk of developing nummular dermatitis: 
• Medical condition. A history of very dry skin (xerosis) or eczema, especially 
 
 
atopic dermatitis or stasis dermatitis, increases the risk as does having poor blood 
flow and/or swelling in the legs. 
• Environment. A low-humidity environment, especially one that also is cold 
seems to increase the risk as well as worsen existing nummular dermatitis. 
• Injury to the skin. An insect bite, contact with chemicals, or an abrasion 
may trigger an outbreak. 
 Bacterial skin infection. 
• Certain medications. Isotretinoin, a prescription medication used to treat 
severe acne that proves resistant to other treatments, seems to increase the risk. 
Some patients who are treated for hepatitis C with interferon develop severe, 
generalized (widespread lesions on the body) nummular dermatitis. 
Duration 
• Some patients clear within a year. Others have persistent or recurring lesions 
for manyyears. 
• Lesions that recur after clearing tend to do so at the sites of the original 
outbreak. 
Diagnosis 
• Visual examination. Diagnosis usually begins with a visual exam of the 
patient'sskin. 
• Patch testing 
Occupational Dermatitis 
 Occupational dermatitis is not one specific type of eczema. It is any type of 
eczema caused by a person's workplace. This distinct classification came about 
because occupational dermatitis has unique causes and a large number of people 
develop eczema on the job. 
• Chefs often develop occupational dermatitis on their hands. This chef 
frequently handles garlic and now has allergic contact dermatitis caused by an 
allergy to diallyl disulfide, a compound found in garlic. 
• Cement Workers. 
 
 
Signs and Symptoms 
 According to estimates, 5% of men and 10% of women in the workforce 
develop eczema on their hands from workplace exposure. Most often this occurs 
when something that touches the skin causes irritation (irritant contact dermatitis) 
or an allergic reaction (allergic contact dermatitis). Occupational dermatitis also 
frequently develops on the forearms and face. Signs and symptoms of occupational 
dermatitis include: 
• Dry, chapped skin (mild case) 
• Raw and irritated-looking skin (more severe) 
• Redness, swelling, scaly skin, wearing away of the top layers of skin, cracks, 
blisters,and skin ulcers (more severe) 
• Itching, burning, and/or stinging of the affected skin 
• If the condition persists for some time, the skin may thicken  
 Anyone who has frequent exposure to substances that can irritate the skin or 
who uses strong chemicals on the job can develop occupational dermatitis. With 
frequent use, even substances as mild as water and detergent can irritate the skin 
and cause eczema. 
Causes 
 The causes of occupational dermatitis are many and often that more than one 
cause plays some role. Leading causes include: 
• Repeat exposure to substances that over time irritate the skin. 
• Long-term exposure to a substance that over time becomes an allergen 
(substance towhich the person is allergic). 
• Airborne particles that become trapped against the skin, such as under the 
collar orbeneath the waistband. 
• Harsh chemical(s) touches the hands or saturates the clothes, causing eczema. 
• Working with chemicals that become toxic when exposed to sunlight. Most 
commonamongst roofers and agricultural workers. 
 
 
Risk Factors 
 Occupation. People in certain occupations have a higher risk. A study of 
42,839 patients with contact dermatitis found that about 27% of these 
people developed eczema from on-the-job exposure. Five occupations -
housekeeper, bricklayer, worker in the metallurgic or mechanical industry, 
hairdresser, and health-care worker — were responsible for more than 60% 
of these cases. 
 Industry.Working in some industries, especially agriculture and 
manufacturing,increases the risk. 
 Age. Susceptibility decreases with age. 
 Gender. Women seem to have an increased risk and more intense reactions. 
 Atopic condition. Persons who have a history of atopic dermatitis, a type of 
eczema,have an increased risk of developing hand dermatitis, especially if 
they frequently immerse their hands in water while at work. 
 Environment. Repeatedly wetting and drying the hands damages the skin's 
protective barrier, making it easier for irritants and allergens to penetrate the 
skin. By contrast, a low-humidity environment also can damage the skin's 
protective barrier, making it more susceptible to irritants and allergens. 
 
Duration 
 Occupational dermatitis can become chronic (long-lasting) if the irritants or 
allergenscontinue to contact the skin and the condition is not effectively 
treated. 
 Even the slightest exposure can trigger a flare-up once the skin clears. 
 
Seborrheic Dermatitis 
   Usually beginning on the scalp as oily, waxy patches, this common 
type of eczema sometimes spreads to the face and beyond. A severe case, 
while rare, produces widespread lesions. Like most types of eczema, 
seborrheic dermatitis tends to flare in cold, dry weather. 
 
 
 
Other Names 
 Seborrheic eczema 
 Cradle cap (occurs in infants aged 0 to 6 months) 
 Dandruff 
 Seborrhoea 
Signs and Symptoms 
 Signs and symptoms can vary from day to day and include: 
• Oily, waxy appearance to the skin 
• Flaking skin with scale that ranges in color from white to yellowish brown 
• Reddish, somewhat swollen patches of skin — often resembling atopic 
dermatitis(another type of eczema) or psoriasis 
• Patches can appear on these areas of the body: scalp, hairline, upper lip, 
beneath theeyebrows, inside and behind the ears, eyelids, creases near the mouth, 
around the nose, armpits, groin, navel, buttocks, underneath the breasts, and upper 
back. These areas contain oil-producing glands called sebaceous glands. 
• Skin may itch constantly. Itching and burning are most common when a skin 
infectiondevelops. When the skin is infected, skin becomes extremely inflamed 
and itchy. 
• If severe, widespread patches are seen. 
• Develops in all races 
• Tends to begin during infancy (newborn to 6 months), puberty, or between 40 
and 70years of age. After 6 months of age, the condition rarely appears before 
puberty. When seborrheic dermatitis begins during infancy, it usually clears by 9 
to 12 months of age. 
 
Causes 
 While the exact cause is not known, researchers believe that a number of 
factors interact to cause seborrheic dermatitis. These factors include the genes, 
yeast that normally live on human skin, stress, climate, and overall general health. 
 
 
 
Risk Factors 
The following tend to increase the likelihood of developing seborrheic 
dermatitis: 
• A family history of eczema 
• Having oily skin or hair 
• Stress 
• Fatigue 
• Cold, dry climate 
• Gender: Males tend to develop more often and have more severe cases 
• Obesity 
• Injury to the skin, such as an abrasion or scratch 
• Using lotions or other topicals that contain alcohol 
• Having acne, rosacea, psoriasis, or blepharitis (inflammation of the eyelid) 
• Some medical conditions (Parkinson's disease, human immunodeficiency 
virus (HIV),and recovering from a stroke or heart attack) increases the risk 
significantly. Estimates indicate that as many as 90% of HIV-infected individuals 
develop seborrheic dermatitis. 
• Taking certain medications, including interferon-a, lithium, and psoralen, 
significantlyincreases one's risk. 
Duration 
 Infants. The condition usually clears on its own over a period of weeks or 
months but may return at puberty. 
 Adults. Seborrheic dermatitis is often chronic, flaring periodically and 
without warning 
Stasis dermatitis 
Signs and Symptoms 
Stasis dermatitis can begin so slowly that it is barely noticeable or so rapidly 
that it seems to develop overnight. Signs and symptoms include: 
• Swelling in one or both lower legs. In severe cases, the swelling can include 
the footand extend to just beneath the knee. 
 
 
• Leg pain 
• Thin and inflamed skin 
• Itching (can be severe) 
• Open sores that can be painful and heal slowly 
• Patches of skin can be dry and scaly or ooze 
• Reddish brown discoloration of the skin 
• Honey-colored crusting when the skin becomes infected 
• Skin thickens and darkens with repeated scratching and rubbing 
• Violet-colored lesions may appear on lower legs and tops of the feet 
• As poor circulation leads to stasis dermatitis, this type of dermatitis typically 
developsin people who are middle-aged or older. In the United States, about 
15 - 20 million people over 50 years of age have stasis dermatitis. 
• Rarely occurs before 40 years of age. 
• Females are slightly more likely than males to develop the condition. 
Causes 
  Poor circulation in the lower legs leads to stasis dermatitis. One of the 
primary causes of poor circulation is advancing age. A deep vein thrombosis, 
surgery, or injury that damages the veins in the lower leg also can cause stasis 
dermatitis. 
Risk Factors 
The risk of developing stasis dermatitis increases with advancing age and the 
following: 
• Varicose veins 
• Blood clot, including deep vein thrombosis 
• High blood pressure 
• Sedentary lifestyle 
• Obesity 
• Heart condition, such as congestive heart failure (a weakened heart cannot 
pump blood effectively) 
• Kidney failure 
 
 
 People who develop stasis dermatitis have an increased risk of developing 
other medical conditions, including contact dermatitis (a common type of eczema) 
and cellulitis (a skin infection that extends deeper than the surface of the skin). 
Duration 
 Stasis dermatitis often is a long-term condition that requires care even when 
the skin clears. 
Diagnosis 
 Diagnosis begins with a complete medical history and visual examination of 
the skin. The following tests may be ordered because another skin condition can be 
present and effective treatment includes improving the circulation in the lower 
legs: 
• Blood tests 
• Doppler testing to evaluate blood flow to the legs 
• Patch testing to determine if the patient has developed an allergy(ies) that 
causes theskin to react 
• Biopsy of the affected skin.  
Investigation of Eczema 
Patch test 
 Patch tests detect type IV (delayed or cell-mediated) hypersensitivity.  It is 
common practice for a battery of around 20 common antigens, including common 
sensitizers such as nickel, rubber and fragrance mix to be applied to the skin of the 
back under aluminium discs for 48 hours. 
 They are done in cases of contact dermatitis to establish the etiological 
agents.  The back or the arms are the sites of choice.  The affected part is cleaned 
with water and allowed to dry.  Patches are placed at distance of 2 to 3 inches in 
rows.  The reading should be taken 20 min to 1 hrs after removal of patches.  The 
sites are then examined for a positive reaction 24 hours later and possible again a 
further 24 hours later. 
  The positive test is revealed by the development of an eczematous 
patch with erythema swelling and vesicles at the site of application. 
Patch test reaction is graded in the following degrees 
 
 
+ - Only redness 
 
++ - Marked redness and swelling 
 
+++ - Marked redness, swelling and papules 
 
++++ - Redness, oedema and vesicles 
Specific IgE 
 Specific IgE levels to antigens can be measured in serum by a specific radio 
allergic sorbent test (RAST) 
 These are occasionally performed to support diagnosis of atopic eczema and 
to determine specific environmental allergens, eg, pet dander, horse hair, house 
dust mite, pollens and foods. 
Prick tests 
 Prick tests are a way of detecting cutaneous type I (immediate) 
hypersensitivity to various antigens such as pollen, house dust, mite or dander. 
Bacterial and viral swabs for microscopy and culture 
 These are useful tests in suspected secondary infection.  Skin swabs for 
bacteriological assessment will invariably reveal the presence of bacteria.  In the 
case of recurrent impetigo in a child with atopic eczema, bacterial swabs should be 
taken from carrier sites (axillae and groin) from both the affected individual and 
house hold members. 
Intradermal test for allergies to foods, inhalants and drugs 
 The skin condition in which these tests are helpful are: Urticaria, 
endogenous eczema, atopic dermatitis and drug sensitivity. 
Hints of diagnosis for all eczema 
 1.Nature of the lesions- size, shape, itching, number of papules, pustules,  
erythema etc., 
 2.Distribution – sites of lesion. 
 3.History of occupation. 
 4.History of exposure to allergens – i.e. Chemicals, plants, soap, etc., 
 5.Personal and family history of such diseases – e.g atopic or allergic  
eczemas. 
 
 
 6.Cimate – eg: Dyshidrosis occurs at the change of seasons particularly in  
spring, summer. 
 7.Patch tests (allergy test) in allergic/atopic eczemas. 
 8.Biopsy in rare cases when the lesions do not respond to treatment. 
Prognosis of eczema 
Dermatitis and eczema are as rule curable conditions. Eczema are 
ineffective except when they leave scars.  The patient needs reassurance of these 
points. 
It must be remembered that epidermis is an ectodermal structure and so takes time 
to heal.  Energetic treatment is to be strongly discouraged.  Acute eczemas heal 
readily in about 1-4 weeks with treatment.  Chronic eczemas in which anatomical 
and functional changes set in take time to disappear. 
Disseminated and generalized eczemas are not only slow to heal, but are 
accompanied by ill health.  Infantile and atopic eczemas are trouble some and 
uncomfortable.  The former lasts till the age of twenty five or even through out 
life.  Its course is marked by spontaneous remissions and exacerbations. 
Psychogenic stresses, climate extremes and poor health aggravate eczema.  
The cure of these conditions is retarded in tropical countries by heat, humidity and 
the prevalent unhygienic conditions. 
General lines of managements 
 1.Explantion and reassuring the patient. 
 2.Psychotherapy – counseling and antidepressants, mild sedatives, learn to  
live with  it, anger and frustration avoided. 
3.Correcting or eliminating the aetiological factors. 
4.Exposure to sunlight or extremes of climate to be avoided. Change of  
place or A/C  advised. 
5.Scratching and rubbing to be avoided, the nails to be cut short. 
6.The health of the patients is improved by multivitamins, iron, protein. 
7.Be aware of any foods that may cause an outbreak and avoid those foods. 
8.Avoid harsh soaps, detergents, and solvents. 
 
 
 
9.Avoid environmental factors that trigger allergies eg., pollens, moulds,  
mites, and animal dander. 
10.Rest to the affected part or bed rest for generalized eczemas. 
11.Protection of the affected part – cotton bandage, glove or mask. 
12.The patients should have a warm bath in winter and a cold bath in  
summer.  After  the bath, he should blot himself with a smooth towel and  
avoid rubbing. 
13.Not to fatigue himself either physically or mentally. 
14.Healthy hobbies and play should be encouraged. 
 
Differential diagnosis: 
Psoriasis : Patches of erythema with silvery scales, typical distribution, 
little oozing and itching, pinpointbleedingon removing scales 
Pityriasis rosea : Herald patch, medallion – like lesions on back with scales 
pointing  towards the centre, distribution along the ribs, 
limited course of 6- 12  weeks. 
Tinea corporis : Well – defined macules, inflammatory border and central  
clearing,marked itching, Microscopic examination shows 
fungal  hyphae 
Erysipeals : Patient ill, temperature raised, pulse rate increased, face - 
angry red colour, hot and firm, margin are raisedand well 
defined  polymorphonuclear leucocytosis  
Lichen Planus : Polyhedral, firm violaceous, flat – topped papules with 
wickham’sstriae and very thin adherent scales distribution on 
the flexorsgenitalia and mouth, pruritus and a chronic course 
 
 
 
 
 
 
 
 
MATERIALS AND METHODS 
 To study on clinical evaluation of “VADHA KARAPPAN” with drug 
AMIRTHA KANDHI KUKKIL VALLADHI (Internal) and SIVAPPU 
ENNAI(External) was carried out in PostGraduate Sirappu Maruthuvam  
Government Siddha Medical College, Palayamkottai.40 patients of both male and 
female are selected for study and admitted in IPD and OPD of 40 cases. 
SELECTION OF PATIENTS: 
1.Age: between 20 years and 60 years 
2. Sex: Both Male and Female 
3. Erythematous plaques, itching , scaling, oozing, vesicles, Lichenification  
4.Occupational history 
5.History of exposure to allergens 
6. Personal and family history of bronchial asthma, hay fever, eczema 
7.Willing to participate in trial and signing consent by fulfilling the conditions of    
    Proforma 
8.Willing to give blood sample for laboratory investigations 
9.Willing to take photograph before and after treatment 
10.Willingness to participate in this study with the knowledge of potential risks 
12.Able to provide written informed consent and to comply with all study 
procedures. 
EXCLUSION CRITERIA: 
 Evidence of skin disease other than eczema 
 Diabetes mellitus 
 Hypertension and cardiac disease 
 Narcotic addicts 
 Pregnancy and lactation 
 Patients with any other serious illness 
 Photo sensitive drug eruption 
 Immune compromised Patients 
 Children, elderly and HIV patients 
 
 
 
WITHDRAWAL CRITERIA 
 Intolerance to the drug and development of adverse reactions during drug 
trial 
 Poor patient compliance and defaulters 
 Patient turned unwilling to continue in the course of clinical trial. 
 Occurrence of any serious illness 
 
Evaluation of clinical parameters 
During admission the detailed clinical history was taken from the 
patients. The cardinal signs & symptoms like itching, erythema, vesicles, 
oozing, pain, oedema, crusting, scaling and ulcers were also taken as criteria 
for the Vatha karappan cases. 
A detailed clinical history was taken by regarding the following signs 
and symptoms. 
• Duration of Illness 
• Family History 
• Itching  
• Oozing 
• Pre disposing factors   
Siddha diagnosis was made with the help of the following criteria  
A case sheet was prepared on the basis of siddha methodology  
• Poriyal arithal 
• Pulanal arithal 
• Vinathal 
• Envagai thervugal 
• Ezhu udal kattugal  
• Thinai  
Besides an individual case sheet was maintained for each case in ward. 
In modern system of medicine the following investigations were done 
 
 
Skin Examination  
• Site   - 
• Colour  - 
• Size   - 
• Shape   - 
• Border  - 
• Itching  - 
• Erythema  - 
• Macule  - 
• Papule  - 
ROUTINE LABORATORY INVESTIGATION  
1. Hematological Investigation  
• Total WBC count 
• Differential WBC count 
• Erythrocyte sedimentation rate (ESR) 
• Haemoglobin Percentage (Hb%) 
• Blood Sugar 
• Blood Urea 
• Serum cholesterol 
• VDRL 
2. Urine Analysis 
• Albumin 
• Sugar 
• Deposits 
3. Stools Examination 
• Ova 
• Cyst 
• RBC & Pus cells 
 
 
4. Skin 
• Scrapping test for fungus 
Selection of Medicines 
Selection of medicines was made after the in depth study of various 
siddha literatures.  
Management  
As Vadham is the outcome of this disease virasanam is advised in the first 
day beforestartingthe trail drug Kowsigar kulambu-160mg od at early 
morning.Next day onwards trail drug is given. 
 
Trial Drugs 
Internal medicine 
Amirtha kanthi kukkil valladhi– 500 mg (tds) 
     Ref: Agathiyar Vaithiya valladhi 600 
External medicine: 
 Sivappu ennaiRef: Sirappu Maruthuvam 
Assessment 
1. Biochemical analaysis of the medicines selected for the study were done 
at the Bio – Chemistry Department Government siddha medical college, 
Palayamkottai . 
2. Preparation and properties of the medicines, bio – chemical analysis, 
pharmacological analaysis of above medicines are described in annexure. 
3. Required information was collected from each patient by using the  forms 
mentioned in protocol. 
4. The clinical assessments for In- patients was made daily and recorded. 
5. The clinical assessments for out- patients were recorded regularly in each visit. 
 
 
6. A separate case sheet was maintained for each and every patient 
7. The laboratory investigation was done before and after treatment and recorded 
in the appropriate form. 
8. All the patients were screened for side effects and adverse effects. 
9. The outcome is assessed by the reduction of symptoms are noted 
10. All the patients were advised for the further follow up. 
11. All the patients were advised diet restrictions, yogasanas and meditation.     
 
  
 
 
OBSERVATION AND RESULTS 
Results were observed with respect to the following criteria 
• Sex distribution 
• Age distribution 
• Occupational status 
• Socio economical status 
• Diet reference 
• Seasonal reference 
• Thinai reference (land and place) 
• Mode of onset 
• Precipitating factors 
• Clinical features 
• Associated history 
• Incidence of upper and lower limbs 
• Duration of the illness 
• Distribution of Uyir thathukkal 
• Ezhu (seven) udar kattugal reference 
• Envagai thervugal 
• Results after treatment 
 
 
 
 
 
1.Sex Distribution 
S.No Sex No.of causes  Percentage 
1. Male 30 75 
2. Female 10 25 
 
 
Inference 
During this study, 40 patients of vadha karappan were selected from OPD and 
IPD. Most of them were males. 
2. Age Distribution 
 .S.No Age No.of cases Percentage 
1. 21-30 2 5 
2. 31-40 11 27.5 
3. 41-50 15 12.5 
4. 51-60 21 55 
 Age Distribution 
 
Inference 
Out of 40 cases, most of the cases are above 50 years 
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3.Occupational status: 
S.No Nature of work No.of.cases Percentage 
1. Mason 14 35 
2. Farmer 8 20 
3. Merchant  4 10 
4. Tailor 2 5 
5. Ryot 4 10 
6. Painter 1 2.5 
7. Press workers 1 2.5 
8. Household work  6 15 
 
Occupational status 
 
    Inference 
Occupation is closely related to vadha karappan.Majority of the patients were 
Mason 
 
 
0
5
10
15
20
25
30
35
35
20
10
5
10
2.5 2.5
15
Mason
Farmer
Merchant 
Tailor
Ryot
Painters
Press workers
Household work
 
 
 
4. Socio-economic status 
 S.No Socio- economic status No.of. cases Percentage 
1. Poor 35 87.5 
2. Middle 5 12.5 
3. Upper - - 
Socio- economic status 
 
Inference 
The incidence of the disease was found to higher in lower economic groups. 
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5.Diet reference 
S.No Diet habit No.of cases Percentage 
1. Vegetarian 6 15 
2. Non-vegetarian 34 85 
 
 
Inference 
It was noted that cases were mostly on non vegetarian diet. 
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6.Thinai reference 
S.No Type of land No.of cases Percentage 
1. Kurinji - - 
2. Mullai - - 
3. Marutham 36 90 
4. Neithal 4 10 
5. Paalai - - 
 
 
Inference 
Out of 40 cases, most of them reside in Marutha nilam 
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7.Mode of onset 
  
S.No Mode of onset No.of cases Percentage 
1. Acute  13 32.5 
2. Sub acute 6 15 
3. Chronic 21 52.5 
 
 
Inference 
         Out of 40 cases, 52.5% of cases were of chronic course. 
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8.Precipitating factors 
  
S.No Precipitating factors No.of cases Percentage 
1. Occupation 25 57.5 
2. Diet 7 17.5 
3. Atopy 6 15 
4. Family history 4 10 
 
 
Inference 
Occupation, atopy and diet play a vital role in the incidence of this disease. 
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9.Clinical features 
 S.No Clinical features No.of cases Percentage 
1. Itching  40 100 
2. Oozing  35 87.5 
3. Crusting 34 85 
4. Vesicles 25 62.5 
5. Erythema 33 82.5 
6. Scaling 9 22.5 
7. Pain 36 90 
8. Ulcers 31 77.5 
9. Hyperpigmentation 40 100 
10. Oedema 12 30 
11. Constipation 18 45 
Clinical features 
 
Inference 
Regarding signs and symptoms of vadha karappan patients, all of them have 
itching and hyperpigmentation. 
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10.Associatedhistory 
  
S.No History No.of Cases Percentage 
1. Bronchial asthma 16 40 
2. Family history 4 10 
3. Hay fever - 0 
 
Associated history 
 
Inference 
            There is a close association between vadha karappan with bronchial asthma 
and other family history  
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11. Incidenceof upper, lower limbs 
S.No Incidence  No.of.Cases  Percentage 
1. Lower limb 30 75 
2. Upper limb 2 5 
3. Both  upper and lower 
limb 
8 20 
Incidence of upper, lower limbs 
 
Inference 
In vadha karappan patients,lower limb is mostly involved.  
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12. Duration ofillness 
S.No Duration(in months) No.of cases  Percentage 
1. 1-3 months 9 22.5 
2. 3-6 months 4 10 
3. 6 months – 1year 5 12.5 
4. 1-2 years 10 25 
5. More than 2 years 12 30 
Duration of illness 
 
Inference 
Most of the vadha karappan patients have a chronic course. 
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13.Distribution of Uyirthadukal 
 Derangement ofvatham 
S.No Vatham No.of.cases Percentage 
1. Vatham 16 40 
2. Abanan 18 45 
3. Viyananan 40 100 
4. Uthanan - - 
5. Samanan 40 100 
6. Nagan - - 
7. Koorman - - 
8. Kirukaran - - 
9. Devadhathan 24 60 
10. Dananjeyan - - 
Derangement of vaatham 
 
Inference 
In all Vatha karappan viyanan and samanan are affected  
 
0
10
20
30
40
50
60
70
80
90
100
1
40
45
100
0
100
0 0 0
60
0
Pranan
Abanan
Viyanan
Uthanan
Samanan
Nagan
Koorman
Kirukaran
Devathathan
Dananjeyan
 
 
14.Derangements of pitham 
S.No Pitham No.of.cases Percentage 
1. Anarpitham 6 15 
2. Ranjagam 12 30 
3. Prasagam 40 100 
4. Sathagam 15 37.5 
5. Aalosagam - - 
 
 
Derangements of pitham 
 
Inference 
Prasagam is affected in all vatha karappan patients 
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15.Derangement of Kabam 
S.No Kabam No.of Cases Percentage 
1. Avalambam 4 10 
2. Kilethagam 6 15 
3. Pothagam - - 
4. Tharpagam - - 
5. Santhigam - - 
 
Derangement of Kabam 
 
Inference 
 Kilethagam is affected in 15% of patients  
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16.UdalKattukal 
S.No Udalkatukal No.of.cases Percentage 
1. Saaram 40 100 
2. Seneer 40 100 
3. Oon 5 12.5 
4. Kozhuppu - - 
5. Enbu - - 
6. Moolai - - 
7. Sukilam/Suronitham - - 
 
UdalKattukal 
 
Inference 
Saaram, seneer are affected in almost all cases. 
17.Envagaitheruvgal 
 Siddha system of medicine includes eight diagnostic tools to diagnose a 
disease. 
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S.No Type of 
investigation 
No.ofCases Percentage 
1. Naa 21 52.5 
2. Niram 40 100 
3. Mozhi -  
4. Vizhi - - 
5. Malam 18 45 
6. Moothiram - - 
7. Naadi 40 100 
8. Sparisam 40 100 
 
 
Envagaitheruvgal 
 
 Inference 
Niram, Naadi, Sparisam are affected in all cases  
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18.Results after treatment 
  
S.No Results No.of.cases Percentage 
1. Good 25 62.5 
2. Better 13 32.5 
3. No improvement 2 5 
 
  
. 
 
Inference 
 Out of 40 cases 62.5% of cases showed good improvement 
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CASE SUMMARY OF OUT PATIENT 
S.No OP.No Name Age/Sex Complaint No.of 
days 
Result 
    IT O VP P   
1. 67703 Kumar 40/M + + + + 25 MR 
2. 65416 Manzoor 62/M + + - - 30 GR 
3. 63307 David 38/M + - - + 26 GR 
4. 59758 Masilamani 59/M + + + + 32 GR 
5. 64243 Sankaran 60/M + + + + 45 GR 
6. 62488 Velu 56/M + + + + 28 MR 
7. 58332 Ramasamy 60/M + + - - 26 GR 
8. 69372 Kasithangam 60/F + + - - 28 GR 
9. 83688 Thangavel 41/M + + + + 25 MR 
10. 75489 Selvi 33/F + + + - 15 MR 
11. 75320 Thangapazhamammal 57/F + + - - 19 MR 
12. 73057 Ravi 58/M + + + - 24 GR 
13. 81782 Murugan 36/M + - + + 28 GR 
14. 81587 Kanagasabapathy 60/M + + + - 30 GR 
15 79003 Priya 50/F + + + + 32 MR 
16. 83526 Paulraj 35/M + + + + 28 MR 
17. 88257 Lakshmanan 57/M + - - + 25 GR 
18. 87083 Murugan 32/M + + - + 28 GR 
19. 75574 Ramakrishnan 32/M + + + + 20 GR 
20. 93161 Iyadurai 58/M + - + - 25 MR 
21. 94211 Azhaguperumal 34/M + + - - 40 GR 
22. 80306 Lakshmi 60/F + + - - 35 MR 
23. 70732 Sudalaikani 52/M + + + + 40 MR 
24. 78551 Muniyasamy 54/M + + + + 26 MR 
25. 69309 Ramkumar 38/M + + - - 35 GR 
IT-Itching, O-Oozing, VP-Vesiculo papules, P-Pain 
GR-Good result,  MR-Moderate result 
 
 
CASE SUMMARY OF INPATIENTS 
S.No IP. No. Name Age / 
Sex 
Date of 
admission 
Date of 
Discharge 
No of 
Days 
Treated 
Treatment Result 
1.  3320 Kumara 
vadivoo 
60/F 16.8.12 28.8.12 12  
 
 
 
 
Amiratha kandhi 
Kukkil Valladhi  
500 mg(tds) 
Internal  
Sivappu ennai 
External  
NI 
2.  3896 Saroja 35/F 3.9.12 26.9.12 23 GR 
3.  3058 Ayyanar 53/M 14.9.12 30.9.12 16 MR 
4. 3240 Murugan 30/M 26.9.12 12.9.12 16 
 
GR 
 
5. 3359 Pitchammal 55/F 1.10.12 15.10.12 15 MR 
6. 3555 Anthony 60/M 12.10.12 25.10.12 13 GR 
7. 3521 ThangaNaadar 58/M 11.10.12 30.10.12 19 GR 
8. 3239 Micheal 43/M 26.09.12 18.11.12 22 GR 
9. 4221 Subbiayah 60/M 10.12.12 24.12.12 14 GR 
10 3946 Chinnappan 58/M 20.11.12 2.12.12 12 GR 
11. 3894 Nambi 56/M 17.11.12 30.11.12 13 GR 
12. 3999 Chinnathaai 55/F 22.11.12 14.12.12 22 NI 
13. 4068 Maadasamy 35/M 29.11.12 14.12.12 15 GR 
14. 3264 Ramakrishnan 32/M 27.09.12 12.10.12 15 GR 
15. 3320 Vedhamanikkam 60/M 28.09.12 7.10.12 10 MR 
 
GR-Good result  MR-Moderate result   NI-No improvement 
 
 
INVESTIGATIONS OF OP & IP PATIENTS 
S. 
No 
IP. 
No./ 
OP. 
No 
TC 
cells / 
comm. 
BT 
DC TC 
cells/  
cumm 
 ESR mm/hr Hbgm% BT AT Skin 
scrapping 
for fungus 
  
 
 BT in % AT AT in % BT AT BT AT BS BU SC BS BU SC BT AT 
P L E P L E ½ 
hr 
1hr ½ 
hr 
1hr           
1.  58332 9100 59 39 2 9100 59 39 2 15 51 15 48 12 18 115 21 140 117 21 140 -ve -ve 
2.  59758 8500 68 30 2 8700 69 30 2 20 45 22 46 15 18 120 22 140 119 22 140 -ve -ve 
3.  63307 8500 58 39 3 8600 59 38 3 22 51 19 50 14 18 73 17 130 73 18 130 -ve -ve 
4.  64243 9000 57 29 2 9000 57 27 2 21 52 21 52 16 18 114 23 140 114 23 140 -ve -ve 
5.  62488 8500 65 32 3 8500 64 33 3 15 53 15 51 10 10 96 22 130 96 22 130 -ve -ve 
6.  65416 9200 60 34 2 9200 62 34 2 18 50 18 50 11 11 99 21 140 179 22 140 -ve -ve 
7.  70732 9000 56 35 3 9000 56 31 3 19 48 21 50 11 12 120 22 140 120 22 140 -ve -ve 
8.  67703 9200 57 29 2 9200 57 29 2 22 51 23 54 14 14 124 21 130 124 21 138 -ve -ve 
9.  69372 9000 58 33 5 9000 58 33 3 21 50 21 50 12 12 130 22 140 130 22 140 -ve -ve 
10.  69309 8700 63 34 3 8700 64 33 3 20 48 20 50 18 18 110 21 140 20 21 140 -ve -ve 
11.  73057 8500 52 28 20 8700 58 24 28 10 20 9 16 13 13 132 33 182 120 31 180 -ve -ve 
12.  75320 8300 50 40 10 8200 53 38 9 5 9 6 11 12 12 110 24 195 112 24 198 -ve -ve 
13.  75489 9100 62 29 9 9000 62 29 9 111 19 9 10 10 10 112 26 200 120 28 210 -ve -ve 
14.  75574 8200 58 38 4 8500 60 38 2 51 111 3 8 74 14 90 24 180 114 20 180 -ve -ve 
15.  79003 9200 68 28 4 9200 64 30 4 3 6 5 9 11 11 130 28 20 128 32 160 -ve -ve 
16.  80306 7900 60 36 4 7800 63 33 4 11 30 10 25 115 115 114 32 180 116 30 170 -ve -ve 
17.  81587 7800 63 33 4 7900 60 35 5 2 5 2 5 14 14 120 28 190 124 28 190 -ve -ve 
18.  81782 8000 64 324 2 8100 66 30 4 5 12 5 10 12 12 113 24 184 114 28 192 -ve -ve 
 
 
19.  83526 8200 52 46 2 8100 50 46 4 6 9 4 8 14 14 104 28 196 106 28 196 -ve -ve 
20.  83688 9200 66 31 3 9100 68 28 3 4 9 4 9 12 13 106 24 198 115 24 200 -ve -ve 
21.  78551 8500 60 35 5 8600 62 36 2 5 10 6 12 13 13 110 28 200 115 30 190 -ve -ve 
22.  94211 8200 52 28 20 8700 58 24 18 6 9 4 8 14 14 104 24 196 106 28 196 -ve -ve 
23.  93161 9400 64 34 2 9500 66 30 4 3 6 5 9 11 11 120 28 200 128 32 160 -ve -ve 
24.  88259 9000 56 35 3 9100 56 31 3 19 48 21 30 10 10 120 22 140 120 22 140 -ve -ve 
25.  87083 8000 65 33 3 8100 66 30 4 5 12 5 10 12 12 112 24 184 114 28 192 -ve -ve 
26.  2896 8900 64 32 4 9000 66 30 4 3 6 5 9 11 11 104 24 196 106 28 196 -ve -ve 
27.  3240 9100 62 29 9 9000 62 29 9 11 19 9 10 10 10 120 26 200 120 28 210 -ve -ve 
28.  3058 7900 60 36 4 7800 63 33 4 11 30 10 25 11 115 114 32 180 116 30 170 -ve -ve 
29.  3359 8700 64 33 3 8800 66 24 10 80 143 60 123 12 125 110 32 184 114 28 192 -ve -ve 
30.  3555 8200 66 30 4 8300 68 28 4 10 23 5 10 118 12 10 32 184 114 28 192 -ve -ve 
31.  3521 8000 64 32 4 8200 63 33 4 25 50 4 8 106 11 130 30 180 120 31 180 -ve -ve 
32.  3239 8500 52 26 22 8700 58 24 18 10 20 9 16 13 13 132 33 182 120 31 180 -ve -ve 
33.  4221 8700 63 34 3 8700 64 33 3 20 48 20 50 18 8 160 21 140 120 21 120 -ve -ve 
34.  3946 8600 62 31 7 8700 63 34 3 10 21 9 16 115 115 131 30 130 130 30 120 -ve -ve 
35.  3894 9700 59 38 8 9700 58 24 18 10 20 9 16 98 10 89 20 196 90 21 120 -ve -ve 
36.  3999 7600 59 38 3 8200 63 33 4 45 100 60 123 12 12 95 24 196 120 21 140 -ve -ve 
37.  4068 8300 62 35 3 9500 66 30 4 5 12 5 9 13 13 135 33 182 120 31 180 -ve -ve 
38.  3320 8100 64 34 2 8100 64 35 1 20 48 20 50 11 11 160 21 140 120 21 140 -ve -ve 
39.  3264 8900 52 38 10 8800 58 24 18 10 20 9 16 98 10 89 20 196 80 21 120 -ve -ve 
40.  3320 8400 64 33 3 8400 64 33 3 10 20 9 16 13 13 132 33 182 120 31 180 -ve -ve 
 
 
 TC  - Total Count , DC – Differential count, P-Polymorphs L-lymphocytes, E-Eosinophils, HB – Hemoglobin, ESR- Erythrocyte Sedimentation rate 
BT- Before Treatment AT – After treatment, BS- Blood Sugar, BU – Blood Urea, SC – Serum Cholestrol NAD – no Abnormality detected 
 
 
URINE AND STOOLS ANALYSIS OF OP /IP PATIENTS     
Sl.No OP/IP No 
Urine Analysis   Stool Analysis 
Before 
Treatment   After Treatement    
Before 
Treatment After Treatment 
Alb Sug Dep 
Epithelial cells  
Alb Sug Dep 
  
Ova Cyst Ova Cyst 
  Epithelial cells  
1 58332 Nil Nil - 2-3 Nil Nil 1-2 1-2 Nil Nil Nil Nil 
2 59758 Nil Nil - 2-3 Nil Nil 2-3 2-3 Nil Nil Nil Nil 
3 63307 Nil Nil - 3-4 Nil Nil 3-4 3-4 Nil Nil Nil Nil 
4 64243 Nil Nil - 2-3 Nil Nil 2-3 2-3 Nil Nil Nil Nil 
5 62488 Nil Nil - 2-3 Nil Nil 0 1-4 Nil Nil Nil Nil 
6 65416 Nil Nil - 1-2 Nil Nil 1-2 1-2 Nil Nil Nil Nil 
7 70732 Nil Nil - 2-3 Nil Nil - 1-2 Nil Nil Nil Nil 
8 67703 Nil Nil - 2-3 Nil Nil - 1-2 Nil Nil Nil Nil 
9 69372 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
10 69309 Nil Nil - - Nil Nil - 2-3 Nil Nil Nil Nil 
11 73057 Nil Nil - 2-3 Nil Nil 1-2 - Nil Nil Nil Nil 
12 75320 Nil Nil - 1-2 Nil Nil 2-3 - Nil Nil Nil Nil 
13 75489 Nil Nil - 3-4 Nil Nil 2-3 - Nil Nil Nil Nil 
14 75574 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
15 79003 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
16 80306 Nil Nil 1-2 - Nil Nil 1-7   Nil Nil Nil Nil 
17 81587 Nil Nil - - Nil Nil - 2-3 Nil Nil Nil Nil 
18 81782 Nil Nil - 2-3 Nil Nil - 2-3 Nil Nil Nil Nil 
19 83526 Nil Nil 2-3 - Nil Nil - 2-3 Nil Nil Nil Nil 
20 83688 Nil Nil 2-3 - Nil Nil 1-2 - Nil Nil Nil Nil 
 
 
 
 
Sl.No OP/IP No 
Urine Analysis   Stool Analysis 
Before Treatment   After Treatement    Before Treatment After Treatment 
Alb Sug Dep 
Epithelial cells  
Alb Sug Dep 
  
Ova Cyst Ova Cyst 
  Epithelial cells  
21 78551 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
22 94211 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
23 93161 Nil Nil - 2-3 Nil Nil - 2-3 Nil Nil Nil Nil 
24 88259 Nil Nil - 1-2 Nil Nil 2-3 2-3 Nil Nil Nil Nil 
25 87083 Nil Nil - 1-2 Nil Nil - 1-2 Nil Nil Nil Nil 
26 2896 Nil Nil - - Nil Nil - 2-3 Nil Nil Nil Nil 
27 3240 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
28 3058 Nil Nil - 1-2 Nil Nil - 1-2 Nil Nil Nil Nil 
29 3359 Nil Nil - 2-3 Nil Nil - 2-3 Nil Nil Nil Nil 
30 3555 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
31 3521 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
32 3239 Nil Nil - 1-2 Nil Nil 2-3 2-3 Nil Nil Nil Nil 
33 4221 Nil Nil - 1-2 Nil Nil - 1-2 Nil Nil Nil Nil 
34 3946 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
35 3894 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
36 3999 Nil Nil 1-2 - Nil Nil -   Nil Nil Nil Nil 
37 4068 Nil Nil - 1-2 Nil Nil - 1'-2 Nil Nil Nil Nil 
38 3320 Nil Nil 1-2 - Nil Nil 1-2 2-3 Nil Nil Nil Nil 
39 3264 Nil Nil 1-2 - Nil Nil 1-2 - Nil Nil Nil Nil 
40 3320 Nil Nil - 2-3 Nil Nil 2-3 - Nil Nil Nil Nil 
 
 
 
DISCUSSION 
The main characteristic features of Vadha karappan are itching, oozing, 
erythema, oedema, vesicles and papules. This disease more or less correlates with 
“Eczema” in modern medicine. 
Causative factors 
According to Siddhars view,it was stated rhat excessive intake of 
fish,mutton, allergic food like varagu, thinai, rhizomes and root tubers are the 
main causes for this disease.Anti social activities result in psuchic distrubances 
leading to this disease. 
          In Modern medicine etiology of eczema is due to hypersensistivity to 
contact allergens, irritants, family history and emotional factors. 
        This dissertation work includes literary collection of both siddha and modern 
aspects of this disease. For clinical study, 40 patients are chosen with clinical 
signs and symptoms of Vadha karappan and en vagai thervugal is done. 25 
patients are treated as OP and 15 as IP cases. 
           On the day of enrolment,routine laboratory investigations,general and 
systemic investigations, Envagai thervu are noted. Indiviual case sheets are 
maintained for all cases. 
On first day early morning, Kowsigar kulambu-160mg is prescribed to 
neutralise the mukkutram.  
 
From second day onwards 
Internal medicine 
Amirtha kanthi kukkil valladhi– 500 mg (tds) 
     Ref: Agathiyar Vaithiya valladhi 600 
 
 
 
External medicine: 
 Sivappu ennaiRef: Sirappu Maruthuvam are given All patients are 
advised to follow pathiyam,yogasanam, pranayamam and dhiyanam as supportive 
measures to relieve mental stress and strain. The observations are discussed as 
follows. 
Sex distribution  
In the study among the Forty cases, 30 were male and 10 were female. 
According to the Siddhaliteratures there is no apparent sex predilection in vatha 
karappan. 
Age distribution 
During this entire study, the prevalence of Vatha karappan was a very 
common one affecting the adult age group mainly above 50 years. 
Occupational status 
Occupational hazards play an important role in causing or aggravating the 
disease vatha karappan. This  is almost true in the cases as their relevant 
occupational histories were drawn from all the patients. Patients exposed to 
allergens like mason, frames are more prone to get this disease.  
Socio - economic condition  
Out of Forty patients, thirty five were belonged to poor economic 
conditions. Majority of them were ignorant in personal hygiene.Malnutrition, 
prolonged &continuous exposure to polluted atmosphere,  lowered immune 
responses made them prone to this type of disease. 
Diet Reference  
According to siddha  literature, non-vegetarian diet accounts muchmore for the 
occurrence of the vadha karappan. Here during the study85% of patients were.non 
vegetarian  Again some food stuff like raggi, bitter guard, brinjal, maize, tomato 
and fish items can also be causative factors for the vatha karappan. So they were 
advised to avoid such food items. 
 
 
Mode of onset 
           During the study, 75% cases were observed to have a chronic onset. 
complete treatment, failure to follow medical advice and dietary restrictions, 
psychological strains and changed life style were observed to be the reasons for 
this disease to become chronic. 
 All precipitating factors are well observed during the studyas vatha 
karappan is one among the immunological disorders like Bronchial asthma, which 
may affect subsequent generations. Here positive family history was found in 4 
cases. Occupational relevance was observed in 23 cases . 
Incompatible diet in7 cases and atopy in6 cases were also noted. 
Three dosha reference 
a) Vatha reference 
Abanan was affected in 18 cases (habitual constipation), Piranan was 
affected in 16 cases (Bronchial asthma). Devathathan was affected in cases. 
Viyanan and Samanan were affected in all 40 cases. 
 
b) Pitha reference 
Anarpitham was affected in 6 cases (loss of appetite, indigestion) 
Ranjagam was affected in 12 cases (low Hb level) Prasagam was affected in all 
40 cases (due to dryness, roughness and hyper pigmentation of the skin).  
Kabam reference 
  Out of 40 cases, Avalambagam affected in 10% (4 cases) and 
kilethagam in 15% (6 cases) 
UDAL THATHUKAL 
Saaram  and seneer are affected in all 40 cases. 
 
 
 
 
 
EN VAGAI THERVUGAL:- 
According to this study, Naadi was effected in all the cases (100%), Naa 
was affected in 21 cases (52.5%) Sparism was affected in (100%) 40 cases. 
LABORATORY INVESTIGATIONS:- 
• Blood (TC, DC, ESR, Hb%, Sugar, Urea, Cholesterol) 
• Urine (Albumin, Sugar, deposits) were done for all 40 cases. 
• Anemia was (11 cases (27.5%). There were no remarkable changes in TC, 
DC and ESR. 
Effect of therapy 
  On the basis of assessment of curative Effect of trial drugs 
              -  Good result in 25 cases (62.5%) 
- Better result in13 cases (32.5%) 
- No improvement in 2 cases (5%) 
The trial drugs showed good improvement in  this disease. 
 
 
 
 
 
 
 
 
 
 
 
 
SUMMARY 
 The disease Vadha karappan was comparatively studied with Eczema with 
reference to its etiology, pathogenesis and clinical features. This  disease  forms 
social stigma with recurrences and exacerbations. So the drug Amirtha Kandhi 
Kukkil Valladhi  is chosen as internal medicine and Sivappu ennai as external 
medicine  and clinical trial was done in Government Siddha Medical College, 
Palayamkottai. For this trail, 25 cases were selected in OPD and 15 cases in IPD. 
The pre clinical studies reveal that the drug ‘Amirtha kanthi kukki valladhi has 
- Significant Acute Anti inflammatory action 
- Moderate Anti Histaminic action 
- Moderate analgesic action 
Pharmacological analysis of Sivappu ennai has  
- Moderate acute anti inflammatory action                         
Daily progress of the disease are noted from first week throughout the trial 
period results. 
No adverse reaction were found. Hence the trial drug is safe  and effective. 
 
 
 
 
 
 
 
 
 
 
CONCLUSION 
In this clinical study “Amirtha kandhi kukkil Valladhi” (Internal) and 
“Sivappu ennai” (External) are taken for treating the disease ‘Vadha karappan’ 
In preclinical study, Pharmacological evaluation shows 
- Significant anti inflammatory action 
- Moderate anti histaminic action 
-  Moderate analgesic effect. 
The overall result of efficacy of trial days by reduction of clinical signs and 
symptoms like itching, oozing, ulcers, papules were found to have marked effect 
in 62.5% ,moderate effect in 35%, no effect in 5% of cases. 
• Based on clinical signs and symptoms Vadha karappan correlates with 
Eczema. 
• Siddha diagnostic methods are established in this study. 
• The trial drug doesn’t prevent the exacerbations of patients who have a 
constant exposure to allergens. 
• The raw drugs are easily available and costs are economical. No adverse 
effects and side effects will found clinically for trial drugs. 
• So the clinical effect of trial drug is found to be good in treating ‘Vadha 
karappan’. 
 
 
 
 
 
ANNEXURE І 
PREPARATION AND PROPERTIES OF TRIAL DRUG 
Name of the medicine:AMIRTHA KANDHI KUKKIL VALLADHI 
Ref:Agathiyar vaithiya valladhi-600 
AMIRTHA KANDHI KUKKIL VALLADHI: 
INGREDIENTS   
Purified kandhagam (Sulphur) - 280 gm 
Purified kukkil (Commpihora mukul - 140gm 
Purified serankottai (Semecarpus 
anacardium) 
- 140gm 
Seenthil sarkarai (Tinospora cordifolia) - 140gm 
Purified ell (Sesamum indicum) - 140gm 
Purified amukura (Withania somnifera) - 105gm 
Purified parangipattai (Smilax chinensis) - 105gm 
Purified kodiveli verpattai (Plumbaga 
zeylanicum) 
- 70gm 
Vazzhiluvai arisi (Celastrus paniculatus) - 35gm 
Kottam (Costus species) - 35gm 
Valmilagu - 35gm 
Paereechu (Phoenix species) - 35gm 
Sadmanjil (Nardostacys jatamansi - 35gm 
Sivanarvembu  (Indigofera asphalanthodies) - 35gm 
Vetti ver (Vettiveria zizhinodies - 35gm 
Vellarugu (Enicostemma axillare) - 35gm 
Sanganguppi (Clerodendron inerme) - 35gm 
Kadukkao thol (Terminalia chebula) - 35gm 
Thandrikkail (Terminalia bellerica) - 35gm 
Nellikai (Emblica officinalis) - 35gm 
Sirungapoo (Mesua nagassarrium ) - 35gm 
Thakkolam (Illicium verum) - 35gm 
Seerakam (Cuminum cyminum) - 35gm 
 
 
Karboki (Psoralia corylifolia) - 35gm 
Karunjeerakam (Nigella sativa) - 35gm 
Thalisapathri (Taxus buccatum) - 35gm 
Nannari (Hemidesums indicus) - 35gm 
Nilappanai (Tribulus terestris) - 35gm 
Thannervittan kilangu (Asparagus 
racemosus) 
- 35gm 
Kothumalli (Coriandrum sativum) - 35gm 
Kalamatham (Asphaltum) - 35gm 
Kalnar (Asbestos) - 35gm 
Elam (Elettaria cardamomum) - 35gm 
Chuku (Zingiber officinale ) - 35gm 
Milagu (Piper nigrum) - 35gm 
Thippilli (Piper longum) - 35gm 
Karuvappattai (Cinnamommum verum) - 35gm 
Chittrathai (Alpinia galanga) - 35gm 
Panai vellam (Palm jaggery) - 1540 gm 
Thean (Honey) - 280gm 
 
PURIFICATION OF DRUGS 
Kandhakam: steamed with cow’s urine by placing it underground. Then  steaming 
process is repeated with each of onion, juice , Solanum nigrum juice , Amaranthus 
tricolor juice, Copper sulphate mixed with curd. 
Kukkil: Fermented with neem bark decoction for three days and washed with cool 
water. Same is repeated with a mixture of butter milk, vinegar and lime juice. Then 
it is boiled with milk and fried with ghee. 
Serankottai: Coated with lime stone and fried with vinegar 
Parangipattai, Amukura, Kodiveli 
Steamed with milk 
All other drugs are cleaned and fried. 
 
 
 
PREPARATION: 
 The ingredients (expect palm jaggerry and honey) are powdered and then 
ground with honey and palm jaggerry for 12 hours to a waxy consistency. 
DOSE: (500-700mg) 
SIVAPPU ENNAI: 
Pungan ver (Pongamia glabra) - 4kg 
Thengai ennai (Cocos nucifera) - 1kg 
Manjity (Rubia cordifolia) - 62gm 
Nannari (Hemidesmus indicus) - 62gm 
Thenmelugu (Bees wax) - 62 gm 
Vellai kungilium (Shorea robusta) - 52gm 
Sural patai (Ventilago maderaspatana) - 3gm 
Sevallikodi (Dioscorea purpurea) - 10gm 
 
PREPARATION 
 Decoction is made with pungan ver and coconut oil is added to it and kept 
in fire. To, this manjisti and nannari are added as karkam and decoction in equal 
quantity. On boiling stage, add sural pattai and sevvalli kodi and wait for attaining 
melugu consistency. Filter the oil and add kungilum and thean melugu. This oil is 
cooled , strained and bottled up. 
 
PROPERTIES OF TRIAL MEDICINE 
AMIRTHA KANDHI KUKKIL VALLADHI 
1.fe;jfk; (Sulphur): 
Characters:Rit :frg;G> Jth;g;G 
TherapeuticActions:Laxative,Cholagogue,Antiseptic,Alterative,Diaphoretic 
nghJFzk; :- 
 ‘ney;ypf;fha;f; fe;jpf;F ePs;gjpndd; Fl;lke;jk;  
  ty;iy ftpir Fd;k thAfz;Nzha; - nghy;yh 
 tplf;fbtd; NkfNeha; tPWRuk; Ngjp 
  jplf;fpuf zPfgk;Nghe; Njh;” 
 
 
2. Ff;FY(Commiphora mukil  -Burseraceae) 
 Parts used  : Gum resin 
Therapeutic uses :It has very good anti vatha property. It is a good  
  aphrodisiac drug also. 
Gugglu produces gum gugglu.The Extract of the gum called as guglulipid 
,has been used in traditional medicines . 
The active ingredient is gugglusterone, phytosterols, guglulipids. 
 Guggul lipid stimulates the activity of WBC in building up 
immune system and expels toxins from body . 
3. Nruhq;nfhl;il (Semecarpus anacardium- Anacardiaceae) 
Parts Used     :  Fruits and seeds 
Therapeutical Actions : Alterative, Caustic 
          Chemical constituents  :Anacardol,semecarpol,catechol,cordal,Bhilawanol, 
 Anacardic acid . 
nghJFzk;: 
‘Nrq;nfhl;il  nka;j;jpkpiuj;jPuhf; fbtplj;ijg; 
                 gq;nfhl;L %yj;ijg; gw;Wf;Fk; - Mq;nfl;bf; 
nfhy;YkPth ej;jpndhU Fd;kj;ij Ak;kjid 
                nty;Yk; mapw;fz;zha; tps;” 
4. rPe;jpy;(Tinospora cordifolia-Menispermaceae) 
 Parts used   : Leaves, stem and rhizome 
 Therapeutic Actions:Alterative, Antiperiodic, Aphrodisiac, Demulcent, 
Stimulant, Stomachic, Tonic, Diuretic. 
 Chemicalconstituents:Sesquiterpeneglucoside,tinocordifolin,tinocordifolio
side,  cardioside,amritosides A,B,C,D. 
 
rPe;jpy; rh;f;fiu nghJFzk;:  
  ‘mKjty;ypf;nfhb af;fhu Kz;blj; 
  jpkpUW NkfNeha;j; jPnayh khWnk”. 
5. vs;(Source of Gingelly Oil)(Sesamum indicam-Pedaliaceae) 
Parts used  :  Leaves, flowers, fruits and seeds 
 
 
Therapeutic actions:  Demulcent, Laxative, Nutritive, Emollient  
Chemical Constiuent : Sesamol,sesamolin,sesamin,EFA,omega 6 fatty acids 
. 
nghJFzk;: 
 ‘Gj;jp eadf; Fsph;r;rp G+hpg;G nka;g;GsfQ; 
  rj;Jtq; fhe;jp jdpapsik nkj;jTz;lhq; 
 fz;Nzha; nrtpNeha; fghy moy; fhrNeha; 
  Gz;Nzha;Ngh nkz;nza;ahw; Nghw;W” 
6. mKf;fuh - (Withania somnifera- Solanaceae) 
Part used: Dried root. 
Therapeutic actions  :Alterative, Aphrodisiac, Deobstruent, Diuretic, 
Tonic,Soporific, Sedative. 
nghJFzk;: 
  ‘nfhQ;re; Jth;g;ghq; nfhbafak; #iyaup 
  kpQ;Rfug; ghd;ghz;L ntg;gjl;G-tpQ;rp”.  
      - mfj;jpah; Fzthlfk;  
7. gwq;fpg;gl;il (Smilax  chinensis – Liliaceae) 
Part used:   bark  
Therapeutic actions: Alterative, Antisyphilitic, Aphrodisiac, Depurative. 
Chemical Constituents :Taxifolim -3-0-glycoside, Piceid, oxycesveratrol, 
engeletin, resveratrol and Scripusin A,Saponin, Smilaxin, Prosapogenin A, 
Dioscin, gracillin,methygracillin. 
It has anti inflammatory ,antitumour and antibacterial activity . 
nghJFzk;: 
                  ’jhfk; gythjQ; jhJel;lk; Gz;gpsit  
 Nkfq; fbfpue;jp tPo;%ye; - NjfKld; 
                 Fl;il gfe;jNkw; nfhs;tkdk; Nghk;gwq;fpg; 
  gl;ilapid Ar;rhpj;Jg; ghh;” 
8. nfhbNtyp (Plumbago zeylanica – Plumbaginaceae)    
Part  used:   Root  
 
 
 
nghJFzk;: 
 ‘fl;btpu zq;fpue;jp fhy;fs; miuahg;Gf;  
 fl;br;# iytPf;fq; fho;%yk; - Kl;b uj;jf;  
 fl;LeP Nuw;wq; fdj;j ngUtapWk;  
 ml;Lq; nfhbNtyp ahk;” 
9. thYSit (Celastrus paniculatus- Celastraceae) 
Parts Used   :  Leaves, seeds 
Therapeutic actions : Aphrodisiac, Stimulant, Alterative,  
      Nervine tonic 
10. Nfhl;lk;-(Costus species -Costaceae) 
Part used   :  Root 
Therapeutic Actions  : Antidiabetic, anti lipidemic, anti oxidant, 
  anti microbial 
11. thy;kpsF( Piper cubeba- Piperaceae) 
Part used   :  Dried fruits (berries) 
Therapeutic Actions  :      Stimulant,carminative,Diuretic,   
      Expectorant 
12. Nghpr;rq;fha;( Phoenix dactilifera- Arecaceae) 
Part Used    :  fruit,seed,gum,sugar 
Therapeutic Actions  :  Tonic, Nutritive,  Demulcent,  Laxative,  
      Diuretic 
13. rlhkhQ;rpy; (Nardostachys jatamansi- Valerianaceae) 
Parts used   : root 
Therapeutic Actions  :   Stimulant, Diuretic,  Antispasmodic ,  
      Expectorant 
14. rptdhh; Ntk;G( Indigoferaaspalanthoides-Fabaceae)  
Parts used   :  leaves, stem,flowers and root 
Therapeutic actions  :  stimulant, demulcent. 
 
 
 
 
 
15. ntl;bNth; (Vettiveria zizhinoides- Poaceae) 
Part Used    : Root 
Therapeutic Actions  : Tonic, Stimulant, Antispasmodic, Diuretic,  
        Febrifuge. 
16. nts;sWF ( Enicostemma axillare – Gentianaceae) 
Part  used   : whole plant 
Therapeutic Actions  : stomachic, tonic, Alterative, laxative,   
        febrifuge. 
17. rq;fd; (Azima tetracantha – Salvadoraceae) 
Part used    : Root 
Therapeutic actions  : diuretic, Stimulant, astringent, tonic,   
       Antiperiodic.  
18. rpWehfg;G+ ( Mesua ferra- Calophyllaceae (Guttiferaceae)) 
Parts used   : Leaves, bud, flower, seeds, root bark, etc 
Therapeutic Actions : Astringent, carminative, Aromatic, Acrid, Purgative 
19. jf;Nfhyk;: 
Parts used  : whole plant. 
Therapeutic Actions : Antivatha ,Astringent, Febrifuge, Nutritive. 
20. ew;rPufk;( Cuminum cyminum- Umbelliferae) 
Parts used  : seeds  
Therapeutic actions : Carminative, Stimulant, Stomachic, Astringent. 
21. fhh;Nghfuprp (Psoralea corylifolia -  Fabaceae.) 
Part used   :The dried fruit  
Therapeutic actions : Laxative, Stimulant.  
22. fUQ;rPufk; (Nigella sativa -  Ranunculaceae) 
Parts used: Seeds 
Therapeutic actions: carminative, Diuretic, emmenagogue, galactogogue,  
anthelmintic, Stomachic, Parasiticide, Emollient. 
23. jhsprgj;jphp  (Taxus buccata- Taxaceae) 
Parts used  : leaves 
 
 
Therapeutic Actions :     Stomachic, Carminative, Tonic, Expectorant. 
24. ed;dhhp ( Hemidesmus indicus- Apocynaceae) 
Part used   :  root 
Therapeutic actions  :   Alterative, Tonic, Demulcent, Diuretic,  
         Diaphoretic 
25. neUQ;rpKs; (Tribulus terrestris- Zygophyllaccae) 
Parts Used  : Whole plant particularly fruit  
Therapeutic Actions:Refrigerant,diuretic, Demulcent,Aphrodisiac, 
26. epyg;gid (Curculigo orchioides- Hypoxidaccae) 
Parts used  : Rhizomes, roots 
Therapeutic Actions: Tonic, Diuretic, Astringent, Carminative, Emollient 
27. jz;zPh; tpl;lhd; (Asparagus racemosus- Liliaccae) 
Parts used  : Leaves, Rhizomes 
Therapeutic Actions: Nutritive, demulcent, Galactagogue, Aphrodisiac,  
        Antispasmodic 
28. ky;yp ( Coriandrum sativum – Umbelliferae ) 
Parts used  : Seeds  
Therapeutic actions : Stomachic, Carminative, Stimulant, Diuretic. 
29. Vyf;fha;( Elettaria cardamonum- Zingiberaceae )  
Part used  : Seeds  
Therapeutic actions: Stimulant, Carminative, Stomachic. 
30. Rf;F (Zingiber officinale – Zingiberaceae)  
Part used   :dry rhizome 
Therapeutic actions : stimulant, Stomachic, Carminative. 
31. kpsF(Piper nigrum- Piperaceae) 
Part used   :The fully matured dry fruit  
Therapeutic actions :Acrid, Carminative, Antiperiodic,  Stimulant.  
32. jpg;gpyp ( Piper longum – Piperaceae) 
Part used   :The fully matured dry fruit  
Therapeutic actions  : Stimulant, Carminative. 
 
 
33. fUthg;gl;il( Cinnamomum Verum- Lauraceae) 
Parts used   : Bark 
Therapeutic Actions  : stimulant, Carminative, Aphrodisiac 
34. rpw;wuj;ij (Alpinia calcarata- Zingiberaceae)  
Part used   : Rhizome 
Therapeutic Actions :  Expectorant, febrifuge, stomachic 
35. gdq;fUg;gl;b(gid) (Borassus flabelliformis-Arecaceae) 
Parts used   : Palm jaggery 
Therapeutic Actions :Astringent, Aphrodisiac, Diuretic, Demulcent,  
    Nutrient, Refrigerant,Stimulant, Antiphlogistic  
36. Njd; (Honey)  
‘mDghd kha;g;gpd; mtpo;jKkha;j; Njhd;wp 
  fdkhd Njfepiy fhl;bg;- gpDNk 
aurd; Kjy;Nth iuAkhl;L tpj;jhNy 
  gurj; jpdhw;Nghk; gpzp” 
      -Njud; nghUl;gz;G Ehy; 
Njd; clypy; thjk; Kjypa Kf;Fw;wq;fis Nghf;fp Njfj;ij 
ed;dpiyapy; itf;Fk;. 
37. fy;ehH (ASBESTOS) 
 Asbestos is a curious natural white rock consisting of calcium silicate. It is 
found in large quantities near the town of Mysore. 
Therapeutic Actions: Diuretic, Astringent. 
38. fy;kjk; (Asphaltum) 
Synonyms  :Nfh%j;jpu rpyhrj;J 
 fy;kjk; vd;gJ kiyapDila rj;ijf; Fwpf;Fk;. 
 
 
 
 
 
 
 
 
SIVAPPU ENNAI 
        Ref:sirappu maruthuvam 
1.Pungam ver 
 Botanical Name : Pongamia glabra 
 Family  : Fabaceae 
 Part used  : Root 
 NtW ngah;  : Gd;F> G+e;jp> fuQ;rfk;> fuQ;rk;  
   Rit   : ifg;G> Jth;g;G 
 jd;ik  : ntg;gk; 
 gphpT   : fhh;g;G 
nra;if     
 Jth;g;gp-Astringent 
 clw;Njw;wp-Alternative 
 J}f;Fzg;GOtfw;wp – Parasiticide 
nghJFzk;:  
 ’Gq;fpd;tpij fhw;fpue; Gz;fug;ghd; fhnjOr;rp 
 mq;frd;dp fz;Nzha;f;Fk; Mk;Ngjp Aq;fl;Lk; 
 fhl;Lg;Gq; fpd;tpijf;F fz;lNj kw;nrhwpNkyg; 
 G+l;Lg;gq; fpd;thaTk; Nghk;” 
Chemical constituents 
 Flavanoids - pongamones A-E ,Ovalichromane-B, pongachin, ponganone  
5hydroxyfuranoflavin, karajin, pongapin, Ranjachromene, 5- methoxy pongapin 
2.Coconut oil 
 Botanical name : Cocos nucifera 
 Family  : Arecaceae 
 Part used  : Whole plant 
NtWngah;: njd;idkuk;> G+Nyhf fw;gf tpUl;rk;> ehspNfuk;> 
jhio>,yhq;fyp> Gy;kuk; 
Rit- ,dpg;G 
jd;ik- jl;gk; 
gphpT- ,dpg;G 
 
 
nghJFzk;:  
           ‘Njq;fhap nda;aj;jhd;w wpahy; tUGz;Nghk; 
ghq;fhf;f $e;jw; glh;e;NjW - ePq;fhj  
gy;ybapd; NdhAk; glh;jhkiu rpuq;Fk; 
my;ywk; Nghnkd; wwp” 
Chemical Constituents 
 Oil contain lauric, myristic, palmitic, stearic and carprilic acid 
3.Bees wax- Cera wax 
Action- cs;sohyw;wp  
‘miwgf;f thj kijg;iga %ij 
Fiwtpe;jp jo;Neha; Njs;$wp - fiwiag; 
GOfpnfLf;f tq;fKW Gz;zpbg;Gz; Bl;Gz; 
nkO nfLf;f thq;fYk; nka;” 
 nkOfpdhy; ghhprthA> tPf;fk;> fgNeha;> thjk;> Rf;fpy e\;lk;> 
rpNy\; Nkh\;lk; Nuhfk;> Njs;tplk;> igrhrk; F\;lk; tpuzk; ePq;Fk;. 
4.Manjisti 
 Botanical Name : Rubia cordifolia 
 Family  : Rubiaceae 
 Part used  : Root 
Chemical constituents  
Rubiadin,  Rubicomaric acid and xantho purpurin, alizarin, purpurin, quinizarin 
Manjistin and chirstofin 
5.Nannari 
 Botanical Name : Hemidesmus indicus 
 Family  : Asclepiadaceae 
 Part used  : Root 
nghJFzk;: 
’ryNjhlk; gpj;jkjp jhfk; coiy 
ryNkW rPjkpdhh;r; jQ;# - Lyfkjpw; 
nrhd;dkJ Nkfk; Gz; Ruk;itia yhnkhopf;Fk; 
nkd;kJu ed;dhhp Nth;” 
 
 
Chemical constituents  
 Hemidesmol Hemidesterol, Saponins, pregnane, Denicunins, Hemidine, 
desinine, indincine, hemidin, hemdescine, emidine, medidesmine. 
7.Kungilyam 
 Botanical Name : Shorea robusta 
 Family   : Dipterocarpaceae 
 Part used   : Resin 
nghJFzk;: 
  ‘ngUk;ghL Nkfk;Nghk; Nguh Japy; 
mUk;gpa Gz; zhWkpit ay;yhy;- FUk;ghy; 
vYk;GUf;fp Gz;rPOk; VFk; cyfpy; 
ryk;ggUq; Fq;fpypaj; jhy;” 
Chemical constituents 
 Urrsolic acid, Mangi feronic acid .Benethamic acid asiatic acid. α amyerone 
and avoal compounds  
Action    :  Aphrodriac, Demutent, Anti-reader. 
8.RUs;gl;il    
 Botanical Name : Ventilago maderaspatana 
 Family  : Rhamnaceae 
 Part and used  : Bark 
 Action  : Astringent , Thermogenic 
      Used in Skin disease. 
9.Sevvalli kodi 
 Botanical Name  :  Diascorea purpurea  
  Family   :  Nymphyaceae 
 nghJFzk;: 
  ‘nrt;ty;yp  G+Tf;Fr; Nrh;j;jjpwq;F ePh;g;gpzpNah  
nlht;TNk fg;gpzpAk; Xa;tjd;wp- ,t;Tyfpw; 
fz;zpd;Neha; jPUk; fdj;jgpj;j uj;jnkhL 
Gz;zpd; Neha; gd;NdhAk; Nghk;”. 
 
 
ANNEXURE ІІ 
BIO-CHEMICAL ANALYSIS OF AMIRTHA KANDHI KUKKIL 
VALLADHI 
PREPARATION OF THE EXTRACT 
 5gm of the drug was weighed accurately and placed in a 250 ml clean 
beaker.  Then 50ml of distilled water is added and dissolved well.  Then it is 
boiled well for about 10 minutes.  It is cooled and filtered in a 100ml 
volumetric flask and then it is makeup to 100 ml with distilled water.  This 
fluid is taken for analysis. 
QUALITATIVE ANALYSIS 
S. 
NO 
EXPERIMENT OBSERVATION INFERENCE 
1 TEST FOR CALCIUM: 
2ml of the above prepared extract is 
taken in a clean test tube.  To this add 
2ml of 4% Ammonium oxalate solution 
A white precipitate 
is formed 
Indicates the 
presence of 
Calcium 
2 TEST FOR SULPHATE: 
2ml of the extract is added to 5% 
barium chloride solution. 
No white precipitate 
is formed 
 
Absence of 
Sulphate 
3 TEST FOR CHLORIDE: 
The extract is treated with silver nitrate 
solution 
No white precipitate 
is formed 
Absence of 
chloride 
4 TEST FOR CARBONATE: 
The substance is treated with 
concentrated HCl. 
No brisk 
effervescence is 
formed 
Absence of 
carbonate 
5 TEST FOR STARCH: 
The extract is added with weak iodine 
solution. 
Blue colour is 
formed 
Indicates the 
presence of  
Starch 
6 TEST FOR IRON FERRIC: 
The extract is acidified with Glacial 
acetic acid and potassium ferro cyanide. 
No blue colour is 
formed 
Absence of 
ferric Iron 
 
 
 
 
 
7 TEST OF IRON FERROUS: 
The extract is treated with concentrated 
Nitric acid and ammonium thiocyanate 
solution. 
Blood red colour is 
formed 
Indicates the 
presence of 
ferrous Iron 
8 TEST FOR PHOSPHATE: 
The extract is treated with ammonium 
Molybdate and concentrated nitric acid. 
No Yellow 
precipitate is 
formed 
Absence of 
Phosphate 
9 TEST FOR ALBUMIN: 
The extract is treated with Esbach’s 
reagent. 
No yellow 
precipitate is 
formed 
Absence of 
Albumin 
10 TEST FOR TANNIC ACID: 
The extract is treated with ferric 
chloride. 
Blue black 
precipitate is 
formed 
Indicates the 
presence of 
Tannic acid 
11 TEST FOR UNSATURATION: 
Potassium permanganate solution is 
added to the extract. 
It gets decolourised 
 
Indicates the 
presence of 
unsaturated 
compound 
12 TEST FOR THE REDUCING 
SUGAR: 
5ml of Benedict’s quantitative solution 
is taken in a test tube and allowed to 
boil for 2 minutes and to this add 8-10 
drops of the extract and again boil it for 
2minutes. 
Colour change 
occurs 
Indicates the 
presence of 
Reducingsugar 
13 TEST FOR AMINO ACID: 
One or two drops of the extract is 
placed on  a filter paper and dried it 
well.  After drying, 1% Ninhydrin is 
sprayed over the same and dried it well. 
Violet colour is 
formed 
Indicates the 
presence of 
Amino acid 
14 TEST FOR ZINC: 
The extract is treated with potassium 
Ferrocyanide. 
No white precipitate 
is formed 
Absence of 
zinc 
This drug contains 
 Calcium 
 Starch 
 Ferrous iron 
 Tannic acid 
 Unsaturated compound 
 Reducing sugar 
 Amino acid 
 
 
 
ANNEXURE - III 
PHARMACOLOGICAL STUDIES 
ANTI - HISTAMINIC STUDY OF AMIRTHA KANDHI KUKKIL 
VALLADHI 
Aim: 
To study the Anti-histaminic effect of Amirtha kandhi kukkil 
valladhi 
Preparation of the test drug: 
l gm of Amirtha kandhi kukkil valladhi was boiled with 20 ml of 
water for 15 minutes. 2ml of decoction was taken as the test drug. 
Procedure: 
A guinea pig weighed about 350gms was starved for 48 hours. It was 
sacrificed by a blow on the head and external jugular vein was allowed to 
bleed. The abdomen was then cut and ileum was cut out and placed in a tray, 
which contained warm tyrode solution (37° C) and continuously aerated. 
The contents of the lumen of the ileum were washed and care was taken to 
avoid any damage to the gut muscle. An ileum segment having a length of 
about 3cm. was taken and tied in both ends with thread. The tissue was put 
in an organ bath and the effects of drug on histamine-inducedcontractions 
were recorded. 
Inference: 
The drug Amirtha kandhi kukkil valladhi has Moderate anti 
histamine action. 
 
 
ACUTE ANTI-INFLAMMATORY STUDY ON 
AMIRTHA KANDHI KUKKIL VALLADHI 
Aim: 
To study the acute anti-inflammatory effect of Amirtha kandhi 
kukkil valladhi by Carrageenin induced hindpaw method in Albino rats. 
Materials and Methods: 
Drug Preparation: 
1 gms of Amirtha kandhi kukkil valladhi was suspended in 10ml of 
distilled water with gum acacia as suspending agent. 
Carrageenin induced Hind Paw Method: 
Six healthy albino rats weighing 80-100 gm were selected. The 
volume of each hind paw was measured by using the mercury -
plethysmograph. 
After the measurement of hind paw of all the rats, they were 
divided into three groups each containing two rats. 
First group was kept as control by giving distilled water 2ml/100 
gm of body weight. The second group was given Ibuprofen 20mg/100gm 
body weight and kept as standard. Third group was given test drug 
Amirtha kandhi kukkil valladhi 200mg/l00gm body weight. 
The drugs were administered orally. One hour after the drug 
administration, 0.1ml l% (w/v) of carrageenin suspension in water was 
injected in the plantar surface of Hind paw of all rats. 
Three hour after carrageenin injection the hind paw volume was 
measured once again. From the differences in the initial and final hind 
 
 
paw volume, the degree of the inflammation was calculated by taking the 
volume in the untreated control group as 100%. 
The percentage of inflammation of the other group was calculated. 
Results: 
The details of the experimental results shown in the table. 
EFFECT OF AMIRTHA KANDHI KUKKIL VALLADHI 
Group Drugs 
Dose/100gm 
of body 
weight 
Initial 
Value 
Final 
Value 
Mean 
Difference 
% 
Inflam-
mation 
% 
Inhibition 
Control Water 2ml 0.55 1.45 0.9 100.00 - 
Standard Ibubrufen 20mg 0.55 0.75 0.20 22.2 77.8 
Test drug 
Amirtha 
kandhi 
kukkil 
valladhi 
100mg 0.55 0.85 0.35 38.8 61.2 
 
Inference: 
The test drug has Significant Amirtha kandhi kukkil valladhi acute 
anti inflammatory effect. 
 
 
ANALGESIC STUDY ON AMIRTHA KANDHI KUKKIL 
VALLADHI 
Aim: 
To study the analgesic effect of Amirtha kandhi kukkil valladhi 
on albino rats by tail flick method. 
Materials and Methods: Preparation of the test drug: 
1 gm of Amirtha kandhi kukkil valladhi was suspended in 10ml of 
distilled water withgum acacia as suspending agent. This 2 ml contained 
100 mg of the test drug. 
Equipment: 
Hot water bath. 
Procedure: 
Six male albino rats (weighing 80-100gms) were used in three 
groups. The animals were allowed to free access to food and water until 
they brought to the experiment. The animals, which showed the positive 
response to the stimulus within agiven time, were selected for the study. 
After the selection of animals, which were responding to stimulus 
within 2 seconds, they were divided into 3 groups, each group consisting 
of 2 rats. 
The hot water was maintained at 55°C .The tip of the tail was 
immersed into the water bath and time was noted when rat flicked the 
tail. 
First group was given the dose of 200mg/100gm body weight of 
the animal. Second group was administrated with paracetamol at a dose 
 
 
of 20mg/100gm of body weight. Third group was given Amirtha kandhi 
kukkil valladhi to the 200mg/1ml of water and kept as control. 
After the drug administration, the reaction time of each rat after 
halfan hour , 1 hour and 1½  hour were noted in each group (When a rat 
fails to flick the tail, it should not be continued beyond 8 seconds to 
avoid injury) and the average was calculated. 
The results of control group, standard group and drug treated group 
were tabulated and compared. 
EFFECT OF AMIRTHA KANDHI KUKKIL VALLADHI 
Serial 
No 
Group 
Name of 
Drugs 
Dose / 
100 
gram 
body 
weight 
Initial 
Reading 
In 
Seconds 
After Drug Administration 
½ hr 
Average 
1 hr 
average 
Mean 
difference 
1. Control Water 2 ml 2 20 2 2 
2. Standard Paracetamol 20mg  2 4.5 6.5 6.5 
3. 
Test 
drug 
Amirtha 
kandhi 
kukkil 
valladhi 
100  2 3 4 4 
Inference: 
 The test drug Amirtha kandhi kukkil valladhi has Moderate 
analgesic action. 
 
 
ACUTE ANTI-INFLAMMATORY STUDY ON 
SIVAPPU ENNAI (Externally) 
BY HINDPAW METHOD IN ALBINO RATS 
Procedure: 
Anti-inflammatory study of SIVAPPU ENNAI was studied in healthy 
albino rats. 
Six rats were selected and divided into three groups. To the first group 
distilled water was given and kept as control. The second group was given 
the standard drug Ibuprofen at a dose of 20mg / 100 gm body weight. The 
third group was treated with the test drug externally. Before the application 
of the drug the hind paw volume of all rats was measured. This was done by 
dipping the hind paw upto the tibio dorsal junction in a mercury 
plethysmography. Subcutaneous injection of 0.1 ml of 1% w/v carrageenin 
in water was made into plantar surface of both the hind paw of each rat. 
Three hours after injection, the hind paw volume was measured once again. 
The difference between the initial and final volume would show the amount 
of inflammation. 
Taking the volume in the control group as 100% of inflammation, the 
inflammatory or anti-inflammatory effect of the test group is calculated. 
 
 
EFFECT OF SIVAPPU ENNAI 
Group Drugs 
Dose/100gm 
of body 
weight 
Initial 
Value 
Final 
Value 
Mean 
Difference 
% 
Inflam-
mation 
% 
Inhibition 
Control Water 2 ml 0.55 1.4 0.85 100.00 - 
Standard Ibubrufen 20mg/ 1 ml 0.55 0.75 0.20 23.5 76.5 
Test 
drug 
Sivappu ennai External 0.55 0.95 0.40 47 53 
 
 
Inference: 
It is absorbed that SIVAPPU ENNAI has Moderate acute anti 
inflammatory action.  
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
ANNEXURE – IV 
ASSESSMENT FORM 
 
FORM l              -  SCREENING & SELECTION PROFORMA 
FORM l A          -  HISTORY PROFORMA ON ENROLLMENT 
FORM ll             -  CLINICAL ASSESSMENT ON ENROLLMENT 
FORM ll A         -  CLINICAL ASSESSMENT DURING & AFTER   
  TRIAL 
FORM lll            -  LABORATORY     INVESTIGATION     ON   
   ENROLLMENT  & CONCLUSION OF TRIAL 
FORM IV           -  CONSENT FORM 
FORM IV A      -  WITHDRAWAL FORM 
FORM IV B       -  DRUG COMPLIANCE FORM 
 
 
 
 
 
 
 
 
 
 
 
GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL 
POST GRADUATE DEPARTMENT 
PALAYAMKOTTAI 
Branch – III Sirappu Maruthuvam 
A  PILOT STUDY TO EVALUATE THE THERAPEUTIC EFFICACY OF 
SIDDHA FORMULATION AMIRTHA KANDHI KUKKIL VALLADHI 
(INTERNAL) AND SIVAPPU ENNAI  (EXTERNAL) IN VATHA 
KARAPPAN (ECZEMA).   
 
FORM l - SCREENING & SELECTION PROFORMA 
 
1.  OP /IP NO:       
2.  NAME:  
3.  RELIGION: H / C / M / O                                          
4.  AGE/GENDER:              
 5.  OCCUPATION:    
6.  INCOME:            
7.  CONTACT NUM:  
8.  INCLUSION CRITERIA 
• Age :15-70 yrs 
• Sex : Both male and female 
• Willing to give specimen of blood for the investigation whenever 
required.  
 
 
•  Willing for admission and study in IPD for 40 days or willing to attend 
OPD 
9. EXCLUSION CRITERIA: 
• Age below 15 and above 70 
• Pregnant and lactating women 
• Other than Eczema 
• STD  
• HIV 
ADMITTED TO TRAIL: 
If Yes Serial NO:     YES                   NO  
 
       
 
 
 
 
Date:        
Station: 
Signature of the Investigator: 
Signature of the Lecturer:                                            Signature of the HOD   
 
 
 
 
 
 
 
 
 
GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL 
POST GRADUATE DEPARTMENT 
PALAYAMKOTTAI  
Branch – III Sirappu Maruthuvam 
 
A PILOT STUDY TO EVALUATE THE THERAPEUTIC EFFICACY OF  SIDDHA  
FORMULATION   AMIRTHA KANDHI KUKKIL VALLADHI (INTERNAL) 
AND SIVAPPU ENNAI  (EXTERNAL) IN VATHA KARAPPAN 
(ECZEMA).   
                                  FORM l A -HISTORY PROFORMA 
 
1.  SI NO:          
2  OP /IP NO:      
3.  NAME :        
4. RELIGION : H / C / M / O                        
5. AGE/GENDER:                   
6.  OCCUPATION:         
7.  INCOME.:                      
8.  CONTACT NUM:   
9.  MARITAL STATUS:   Married/Unmarried        
10. COMPLAINTS & DURATION:   
                                                                                                                                                         
 
 
 
 
 
11.     PERSONAL HISTORY: 
 
         PERSONAL HABITS YES NO IF YES SPECIFY 
DURATION 
Smoking    
Tobacco Chewing    
Alcohol    
Narcotic  Drug Addiction    
 
12. DRUG HISTORY: Whether the Patient has underwent any allopathic 
Treatment           Yes/No,  
If yes specify the nature of the drug and treatment duration ……….. 
13. FAMILY HISTORY: 
 Whether this problem runs in family? 
                                               1. Yes                               2.No            
  If yes, mention the relationship of affected person(s) 
                                               1._________________ 
                                               2._________________ 
14.DIETARY HABITS     
                                1.Pure vegetarian           
2.Non-Vegetarian     
 
Date:          
Station: 
Signature of the Investigator: 
Signature of the Lecturer:                                              Signature of the HOD 
 
              
 
 
GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL 
POST GRADUATE DEPARTMENT 
PALAYAMKOTTAI 
Branch – III Sirappu Maruthuvam 
A PILOT STUDY TO EVALUATE THE THERAPEUTIC EFFICACY OF 
SIDDHA FORMULATION AMIRTHA KANDHI KUKKIL VALLADHI 
(INTERNAL) AND SIVAPPU ENNAI  (EXTERNAL) IN VATHA 
KARAPPAN (ECZEMA).   
FORM II AND II-A CLINICAL ASSESSMENT ON ENROLLMENT AND 
ON VISITS 
 
1.   OP/ IP No:                                          
2.   BED No:                            
3.   Sl. No:  
 4.    NAME:                                             
           5.    AGE:                                
           6.    GENDER:  
 7.    OCCUPATION:                                       
            8.    SOCIAL STATUS: 
9.    DATE OF ADMISSION:                           
10.  DATE OF DISCHARGE: 
11.  POSTAL ADDRESS: 
12.  COMPLAINTS & DURATION:    
 13.  HISTORY OF PRESENT ILLNESS:  
 
 
14.  PAST HISTORY:  
15.  FAMILY HISTORY: 
16.  MENSTRUAL HISTORY (If applicable):  
17.  HABITS: 
                                                                                                                                                                                                                                  
1. Smoker 
2. Alcoholic 
3. tobbaco chewer 
4. betel nut chewer 
5. Non-Vegetarian      
6. Drug addiction                                 
 
18. GENERAL EXAMINATION: 
1. Body weight [Kg]                          
2. Height [cm]                                        
3. Body Temperature [F]      
4. Blood Pressure (mmHg)   
5. Pulse Rate /min.        
6. Heart Rate /min.           
7. Respiratory Rate /min.   
8. Pallor   
9. Jaundice  
10. Clubbing 
11. Cyanosis  
12. Pedal Oedema  
13. Lymphadenopathy                                           
14. Jugular venous pulsation  
 
 
 
 
19. CLINICAL EXAMINATION: 
I.INSPECTION: 
• Size         
• Shape 
• Colour 
• Border 
• Edge 
• Margin 
• Discharge 
II.PALPATION 
• Tenderness 
• Edge and margin 
• Surface 
III. CLINICAL ASSESSMENT:                                  
•  Erythema 
• Oozing 
• Itching 
• Vesicles 
• Pustules 
20. EXAMINATION OF OTHER SYSTEMS: 
           1.  CVS  
2.  RS    
3.  CNS 
4.  ABDOMEN   
5.  GENITO-URINARY                                      
 
 
EXAMINATION - SIDDHA ASPECTS 
1 . NILAM: 
             1. Kurinji     2. Mullai    3. Marutham  4. Neithal       5. Paalai 
2 . KAALAM: 
            1. Kaar Kaalam    2. Koothir Kaalam       3. Munpani Kaalam      
            4. Pinpani Kaalam     5. Ilavenir Kaalam        6. Muduvenir Kaalam 
3. YAAKKAI: 
       1. Vatham      2. Pitham           3. Kabam     
       4. Vathapitham       5. Pithavatham    6. Kabavatham                                                                                   
       7. Vathakabam             8. Pithakabam                     9. Kabapitham    
4. GUNAM: 
      1. Sathuvam  2. Rasatham             3. Thamasam 
5. KANMENDHIRIUM / KANMAVIDAYAM 
             1. Kai                                           
2. Kaal                                           
3. Vaai                                            
4. Eruvaai                                       
5. Karuvaai                                     
6. UYIR THATHUKKAL: 
I. VATHAM:   
1.  Piraanan                                         
2. Abaanan                                          
3. Viyaanan                                                
 
 
4. Uthaanan                                         
5. Samaanan                                                                 
6. Naagan                                          
7. Koorman                                     
8. Kirukaran                                           
9. Devathathan                                
         10. Dhananjeyan                             
II. PITHAM :            
1. Analam                                      
2. Ranjagam                                  
3. Saathagam                                       
4. Aalosagam                                         
5. Praasagam                                    
III. KABAM:                 
 1. Avalambagam                           
2. Kilethagam                               
3. Pothagam                                  
4. Tharpagam                                
5. Santhigam                                 
7. UDAL THAATHUKKAL: 
 1. Saaram                                               
2. Senneer             
3. Oon                                                        
4. Kozhuppu  
5. Enbu                                                       
 
 
6. Moolai                                                    
7. Sukkilam / Suronitham                           
8. ENVAGAI THERVUGAL: 
 1. Naadi     
 2. Sparisam                          
 3. Naa                                       
 4. Niram                                 
5. Mozhi                                           
6. Vizhi                                             
7. Malam 
           Niram:     Thanmai:        Irugal:               Ilagal :                           
           8. Moothiram: 
    I. NEERKURI:  
     a. Niram   
     b. Manam      
     c. Edai                             
     d. Nurai    
     e. Enjal      
   II. NEIKURI:  
                  Vatha Neer             Pitha Neer            Kaba Neer 
 
 
Date:      
Station: 
Signature of the Investigator: 
Signature of the Lecturer:                                               Signature of the HOD 
 
 
GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL 
POST GRADUATE DEPARTMENT 
PALAYAMKOTTAI  
Branch – III Sirappu Maruthuvam 
 
A PILOT STUDY TO EVALUATE THE THERAPEUTIC EFFICACY OF SIDDHA 
FORMULATION   AMIRTHA KANDHI KUKKIL VALLADHI (INTERNAL) 
AND SIVAPPU ENNAI  (EXTERNAL) IN VATHA KARAPPAN 
(ECZEMA).   
FORM lll - LABORATORY INVESTIGATION 
 
INVESTIGATION: 
     I.BLOOD: 
 
1.  TC :   (Cells/Cumm)          
2.  DC (%):   N     L        M        E                      
3.  ESR (mm) :    ½ hr ,1 hr 
4.  Hb: 
5.  Blood Sugar:   a) Fasting    b) Post Prandial c) Random                      
6.  Total RBC count 
7.  Serum cholesterol 
8.  Blood urea 
      9.  Serum creatinine 
    2.URINE: 
• Albumin 
• Sugar 
• Deposits 
 
 
    II. SPECIFIC INVESTIGATIONS 
1. Skin scrapping test for fungus 
2. Bacterialand viral swab for microscophy and culture 
3. Patch and prick test 
4. Specific IgE test 
 
 
 
 
 
 
 
 
 
Date:         Station: 
 
 
Signature of the Investigator: 
Signature of the Lecturer:                                        Signature of the HOD 
 
 
 
 
 
 
 
 
GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL 
POST GRADUATE DEPARTMENT 
PALAYAMKOTTAI  
Branch – III Sirappu Maruthuvam 
                                     FORM IV A       - CONSENT FORM 
CERTIFICATE BY INVESTIGATOR 
            I certify that I have disclosed all the details about the study in the terms 
readily understood by the patient. 
                                                                                                
Signature………………… 
Date……… 
Name…………………… 
CONSENT BY PATIENT 
I have been informed to my satisfaction, by attending physician, the 
purpose of the clinical trial, and the nature of drug treatment and follow-up 
including the laboratory investigations to be performed to monitor and safeguard 
my body functions.  
I am aware of my right to opt out of the trial at any time during the course 
of the trial without having to give the reasons for doing so. 
I exercising my free power of choice, hereby give my consent to be included as a 
subject in the clinical trial of ‘AMIRTHA KANDHI KUKKIL VALLADHI 
(INTERNAL) AND SIVAPPU ENNAI  (EXTERNAL) in Vathakarappan 
(Eczema).   
Place:                                                            Signature                                      
Date:                                                             Name 
                         Witness 
 
 
 
murpdH rpj;j kUj;Jtf; fy;Y}hp kw;Wk; kUj;Jtkid 
ghisaq;Nfhl;il 
gl;lNkw;gbg;G rpwg;GkUj;Jtj;Jiw 
‘mkph;j fe;jp Ff;fpy; ty;yhjp “ (cs;kUe;J) kw;Wk; ‘rptg;G 
vz;nza;“         (ntspkUe;J) ,tw;wpd; gupfupg;Gj;jpwidf; 
fz;lwpAk; kUj;Jt Ma;TXg;Gjy; gbtk; Ma;thsuhy; 
rhd;wspf;fg;gl;lJ 
         ehd; ,e;j Ma;itf; Fwpj;j midj;J tpguq;fisAk; 
Nehahspf;F GupAk; tifapy; vLj;Jiuj;Njd; vd cWjpaspf;fpNwd;. 
Njjp:                                 ifnahg;gk;: 
,lk;:                                   ngau;: 
Nehahspapd; xg;Gjy; 
          vd;dplk; ,e;j kUj;Jt Ma;tpd; fhuzj;ijAk; kUe;jpd; jd;ik 
kw;Wk; kUj;Jt topKiwiag; gw;wpAk; njhlu;e;J vdJ cly; ,af;fj;ij 
fz;fhzp;f;fTk>; mjidg; ghJfhf;fTk; gad;gLk; kUj;Jt Ma;Tf;$l 
gupNrhjidfs; gw;wpAk; jpUg;jp mspf;Fk; tifapy; Ma;T kUj;Jtuhy; 
tpsf;fpf; $wg;gl;lJ. 
ehd; ,e;j kUj;Jt Ma;tpd; NghJ fhuzk; vJTk; $whky; 
vg;nghOJ Ntz;LkhdhYk; ,e;j Ma;tpypUe;J vd;id tpLtpj;Jf; 
nfhs;Sk; cupikia njupe;jpUf;fpd;Nwd;. 
        ehd; vd;Dila Rje;jpukhfj; Nju;T nra;Ak; cupikiaf; nfhz;L 
;thjfug;ghd; vd;Dk; Neha;f;fhd; ‘mkph;j fe;jp Ff;fpy; ty;yhjp “ 
(cs;kUe;J) kw;Wk; ‘rptg;G vz;nza;“ (ntspkUe;J)  ,tw;wpd;  
gupfupg;Gj; jpwidf; fz;lwpAk; kUj;Jt Ma;tpw;F vd;id cl;gLj;j 
xg;Gjy; mspf;fpNwd;. 
Njjp:                                                 ifnahg;gk;: 
,lk;:                                                      ngau;: 
 
                               rhl;rpf;fhuh; ifnahg;gk;: 
                                                        ngau;: 
 
 
GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL 
POST GRADUATE DEPARTMENT 
PALAYAMKOTTAI 
Branch – III Sirappu Maruthuvam 
A PILOT STUDY TO EVALUATE THE THERAPEUTIC EFFICACY OF 
SIDDHA FORMULATION   AMIRTHA KANDHI KUKKIL VALLADHI 
(INTERNAL) AND SIVAPPU ENNAI  (EXTERNAL) IN VATHA 
KARAPPAN (ECZEMA)   
                                   FORM IV B  - WITHDRAWAL FORM 
1. SI NO:          
2. OP /IP NO:     
3. NAME:      
4. RELIGION : H / C / M / O                        
5. AGE/GENDER:                       
6. OCCUPATION:        
7. SOCIAL STATUS:        
8. CONTACT NUM:     
9. DATE OF TRIAL COMMENCEMENT:  
10. DATE OF WITHDRAWAL FROM TRIAL:  
11. REASONS FOR WITHDRAWAL: 
       Long absence at reporting:                                               Yes/ No 
• Irregular treatment:                                                   Yes/ No 
• Shift of locality :                                                        Yes/ No 
• Increase in severity of symptoms:                     Yes/ No 
• Development of severe adverse drug reactions:   Yes/ No 
Date:          
Station: 
Signature of the Investigator: 
Signature of the Lecturer:                                              Signature of the HOD 
 
 
      GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL 
POST GRADUATE DEPARTMENT 
PALAYAMKOTTAI 
Branch – III Sirappu Maruthuvam 
A PILOT STUDY TO EVALUATE THE THERAPEUTIC EFFICACY OF 
SIDDHA FORMULATION   AMIRTHA KANDHI KUKKIL VALLADHI 
(INTERNAL) AND SIVAPPU ENNAI  (EXTERNAL) IN VATHA 
KARAPPAN (ECZEMA) 
FORM IV C - DRUG COMPLIANCE FORM 
Name of the Drug:   AMIRTHA KANDHI KUKKIL VALLADHI 
(INTERNAL) AND SIVAPPU ENNAI  (EXTERNAL) IN VATHA 
KARAPPAN (ECZEMA) Drugs issued       :   (Mgs/Grams) 
Drugs returned  :   (Mgs/Grams) 
S.NO DATE 
DRUG TAKEN TIME 
MORNING/TIME EVENING/TIME 
Day 1    
Day 2    
Day 3    
Day 4    
Day 5    
Day 6    
Day 7    
Upto 48 Days    
 
After 7 days medicine 5 days resting period will be given to the patients. 
Date:          
Station: 
Signature of the Investigator: 
Signature of the Lecturer:                                                              
                                                                                   Signature of the    HOD 
 
 
BIBLIOGRAPHY 
 A+fp itj;jpa rpe;jhkzp 
 mfj;jpah; 2000 
 mfj;jpah;  FUehb Ehy; 
 mfj;jpaH gjhh;j;j Fzrpe;jhkzp 
 nrfuhr Nrfu itj;jpak; 
 mfj;jpaH MAs; Ntjk;-1200 
 mfj;jpaH tpuz Ehy; 
 mfj;jpah; itj;jpa ty;yhjp 600 
 mfj;jpaHml;ltiz thflk;-jpU.f.muq;fuhrd; BIM., 
 Neha; ehly; Neha; Kjy; ehly; ghfk; I- kU. rz;KfNtY  
 Rpj;j kUj;Jtk; rpwg;G- kU.Mh;.jpahfuh[d; LIM., 
 Fzghlk; %ypif tFg;G -kU.Mh;.jpahfuh[d; LIM., 
 kUj;Jt jhtutpay; Mrphpah;- Dr.S.Somasundaram M.Sc.,  Ph.d., 
 Fzghlk; jhJ IPt tFg;G - kU.K.KUNfr KUNfr Kjypahh; 
 Taxonomy of Angiosperms- Dr.S.Somasundaram M.Sc.,  Ph.d., 
 Tamilnadu medicinal plants-MR.S.N.Yoganarashimhan 
 The wealth of India 
 Indian material medica-DR.K.N.Nadkarani 
 Text book of Microbiology-Anantha Narayanan and Paniker 
 Davidson’s principle and practice 
 Robinson’s pathology 
 Roxburg’s  common skin disease-Kirby 
 Practice of dermatology-P.N.Bhel 
 www.medscape.com 
 www.medicine net.com 
 www.wikipedia.org 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
